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Preface

Borderline personality disorder (BPD) is both a common and very serious
psychiatric disorder. Recent studies have found that about 2% of American
adults meet criteria for BPD. Perhaps more troubling is the fact that this
diagnosis is associated with high levels of mental health service utilization,
psychosocial impairment, and subjective distress.

The disorder was first described by Adolph Stern in 1938, but it did
not enter the official nomenclature of the American Psychiatric Association
until 1980. In the introductory chapter on History of the Concept, we will
review the many psychoanalytic concepts that were used during the 1950s
and 1960s to describe borderline patients (e.g., psychotic character, as-if
personality). The chapter will also review the efforts of descriptive psychia-
try to conceptualize BPD as a subsyndromal version of first schizophrenia,
then mood disorders, impulse spectrum disorders, and finally, traumatic
disorders.

Much of the recent research has focused on the etiology of BPD.
This research has investigated four pathways to the development of BPD.
The first of these areas of investigation is environmental factors. Kenneth Silk
reviews the existing literature, which first focused on relatively subtle failures in
early parenting, and more recently has focused on frank experiences of neglect
and abuse. This chapter addresses the controversy of whether sexual abuse is
either necessary or sufficient for the development of BPD.
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The second area of etiological research is the role of temperament.
Thomas Widiger reviews the vast literature on the etiological significance
of disordered personality to the development of BPD. Emil Coccaro
addresses the third area of etiological research—neurobiological factors that
may underlie the symptomatic expression of BPD and its attendant psycho-
social impairment. Svenn Torgersen addresses the fourth pathway to the
development of BPD—its genetic inheritance.

BPD is often comorbid with a number of other conditions—most com-
monly mood disorders, anxiety disorders, eating disorders, and substance
use disorders. This has led to the unfortunate practice of many borderline
patients being misdiagnosed as suffering from bipolar II disorder. It has also
led to the unfortunate tendency of some therapists to ignore a patient’s bor-
derline personality and instead treat their ‘‘chronic post-traumatic stress
disorder’’—often with serious negative consequences. Bruce Pfohl reviews
the literature on comorbidity and suggests useful ways to correctly identify
and treat comorbid conditions.

Information concerning the longitudinal course of BPD is important
in informing patients and their families about what they can reasonably
expect in the future. It is also important to inform clinicians about the nat-
ural history of the disorder so that they can be as supportive and patient as
needed. To date, 17 small-scale, short-term prospective studies of the course
of BPD have been conducted. Four large-scale, long-term follow-back stud-
ies of the course of BPD have also been conducted. It has been difficult,
however, to generalize from the results of these studies due to a series of
methodological difficulties (e.g., failure to use reliable diagnostic interviews
for BPD, high attrition rates, only one follow-up assessment per study).

More recently, two large-scale, long-term prospective studies of the course
of BPD have been funded by the National Institute of Mental Health. The first
of these studies—theMcLean Study of Adult Development—found that remis-
sions from BPD are far more common than previously recognized and that
recurrences of BPD are extremely rare. Additionally, two different types of bor-
derline symptoms, with different courses, have been identified. The second of
these studies—the Collaborative Longitudinal Personality Disorders Study—
found even higher rates of remission in an even shorter period of time. Taken
together, the results of these ongoing studies suggest that the prognosis formost,
but not all, borderline patients is better than previously recognized.

Andrew Skodol reviews what these different generations of studies
have found concerning the psychosocial functioning of borderline patients.
Mary Zanarini reviews the symptomatic course of BPD (and its treatment
over time). Joel Paris reviews the varying suicide rates found in these studies
(3–10%) and offers suggestions about the assessment of suicide risk and the
handling of crises related to suicidality.

Most borderline patients are in treatment for their disorder and its
attendant level of psychosocial disability. John Gunderson, the ‘‘father’’ of
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the borderline diagnosis, reviews the latest information concerning the psy-
chodynamic therapy of borderline patients. He also presents his approach to
handling many of the difficulties in treating these patients that lead to the
premature termination of treatment. Marsha Linehan, the developer of dia-
lectical behavioral therapy, presents the latest evidence for the effectiveness
of her widely used treatment approach.

Other treatment approaches are also widely used. Naturalistic studies
have found that a high percentage of borderline patients are taking psycho-
tropic medications and, in fact, many are being treated with aggressive poly-
pharmacy. Frances Frankenburg reviews this information as well as the
results of open-label and placebo-controlled trials of antidepressants, mood
stabilizers, and neuroleptics. She also presents new empirically informed
guidelines for the pharmacotherapy of BPD.

Both family therapy and day treatment are also common treatment
modalities for those with BPD. Perry Hoffman presents the most up-to-date
information concerning the family therapy of borderline patients, emphasiz-
ing the importance of empowering families to actively advocate for their
borderline children. Anthony Bateman reports on his highly regarded
psychodynamically informed day treatment approach for very seriously
impaired borderline patients.

In addition, brain imaging studies of borderline patients are beginning
to appear with regularity and are aiding in our understanding of the pathol-
ogy of BPD. In Kyoon Lyoo reviews the available literature on functional
MRI and positron-emission tomography studies of criteria-defined border-
line patients. Paul Soloff reports on his cutting-edge research concerning the
neurobiological bases of suicidality.

Finally, Michael First, who was deeply involved with the development
of the Diagnostic and Statistical Manual of Mental Disorders-IV (DSM-IV),
reports on possible changes to the borderline construct that will be contained
in DSM-V. One possible change is to move BPD from axis-II and put it onto
a spectrum with mood disorders. Another would be to adopt a dimensional
approach to diagnosing BPD. This could involve either noting the severity of
a particular patient’s borderline disorder or dropping all of the current cri-
teria for the disorder and using a complex system of rating various personal-
ity features derived from academic psychology. The first of these dimensional
approaches would be consistent with other branches of medicine where dis-
orders are viewed both categorically and dimensionally (e.g., hypertension,
hypercholesterolemia). The second dimensional approach would involve an
entirely new approach to identifying borderline psychopathology.

It is our hope that this volume will serve as a source for psychiatrist,
psychologist, and other mental health professionals seeking answers to the
many questions related to the understanding and treatment of BPD.

Mary C. Zanarini
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1

Borderline Personality Disorder: History
of the Concept

Michael H. Stone

Columbia College of Physicians and Surgeons, New York, New York, U.S.A.

1. INTRODUCTION

Borderline personality disorder (BPD) enjoys the dual distinction of being
one of the most written about and talked about conditions in contemporary
psychiatry, and of being the only condition among the nearly 400 in the
current Diagnostic and Statistical Manual of Mental Disorders (DSM)
(1) whose label provides no hint, no semantic handle, as to what sort of con-
dition it is. One might argue that the seven eponymous syndromes of the
DSM (Alzheimer’s, Asperger’s, Creutzfeld–Jakob’s, Huntington’s, Pick’s,
Rett’s, and Gilles de la Tourette’s) require a bit of study before their nature
is clarified, but all the others either stem from common English roots (gam-
bling, binge-eating, sleep disorder) or are decipherable from their Greek or
Latin origins (trichotillomania: pathological pulling of hair; insomnia:
absence of sleep, etc.). Borderline, when used adjectivally, suggests some-
thing that is in close proximity to something else. Indeed, in its first uses
in psychiatry, borderline designated either (a) a condition that approximated
another, already well-established disorder, or (b) a condition that occupied a
region in between two rather indistinctly boundaried levels of mental func-
tioning. As we shall see, the borderline of our current BPD is derived from
both these usages.
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2. LATE 19TH CENTURY ORIGINS OF THE BORDERLINE
CONCEPT

It is typical in the history of medicine that severe conditions are noticed and
described first; mild or subtle conditions, only later. Physicians of ancient
Greece or Rome—Hippocrates, Galen, Celsus, Aretaeus—wrote of mental
conditions that were disruptive to the community or ruinous to the self:
mania, epilepsy, dementia, paranoia, hysteria, and profound depression
(the latter, under the heading of melancholia). Little attention was paid to
what we would call disorders of personality, although Aristotle’s pupil,
Theophrastus, did provide brief sketches of various bothersome personality
traits, such as peevishness or quarrelsomeness (2). He used the term charac-
ter, however, not personality. Little attention was paid to minor nervous
afflictions till the time of Valentin Greatraks in the late 17th century—
who used the ‘‘laying on of hands’’ to cure his patients—or till Mesmer
and his followers, beginning in the 1780s, began to use the induction
of hypnotic trance as a curative technique for the nervous disorders of
ambulatory (i.e., non-institutionalized) patients. Little attention was paid
to the early histories and the particular life stories of individual patients
until the waning years of the 18th century. By the middle of the 19th
century, psychiatrists such as Griesinger, the mentor of Kraepelin, would
preface the descriptions of their patients with comments about temperament.
The terminology still relied on the ancient Greek concept of the Four
Elements (earth, air, fire, and water) and the character abnormalities suppo-
sedly related to the excess of one or another element. Thus excess energy
and anger might be ascribed to excesses of blood and yellow bile (derived
from air and fire); the corresponding temperament—sanguineo—choleric.
Toward the end of the 19th century, thanks to the work of Freud, Kraepe-
lin, and in France, Théodule Ribot and Pierre Janet, the term personality
was introduced into psychiatry. By this time, the major psychoses, as we
know—manic-depression and schizophrenia—were acquiring separate and
more definite descriptions (though by different names), and the spotlight
was being put on criminal personality, as in the work of Cesare Lombroso
in the 1870s and Kraepelin at the turn of the century. Both these authors
were unhappy about the idea of calling habitual criminals ‘‘normal’’ just
because they were not psychotic. Kraepelin (3) placed such persons in an
in-between region (Zwischengebiet)—literally in a border land that was
neither psychosis nor normality. This was the first intimation of a borderline
concept: a designation for conditions in between the two separable concepts
of psychosis and normality. Arguably the first paper in English to mention a
borderland insanity was that of an American psychiatrist, Irving Rosse, in
1890 (4). I have included a copy of this paper in an earlier work (5). Rosse’s
patients suffered from a variety of conditions, including panic disorder,
severe and crippling obsessions, fleeting hallucinations, and other symptoms
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that were akin to insanity (i.e., psychosis) but which fell short of the major
disorder. None resembled the BPD of our day.

3. THE EARLY YEARS OF THE 20TH CENTURY

Alongside these developments were the contributions of Freud and the psy-
choanalytic pioneers. In the early years of the 20th century, a catalog of
character types was spelled out: depressive, compulsive, phobic, hysteric.
Jung’s 1921 monograph (6) centered on the differences between the introvert
and the extravert, which would be recognized later as subtle variants in the
personality of what in the full-blown form would be schizophrenia and
mania. Here we have intimations of another use of borderline: conditions
adjacent to, but less pronounced than, the major psychoses of affect and
cognition.

In 1919, a psychoanalyst, Clark (7), introduced Rosse’s term ‘‘border
land’’ into the psychoanalytic literature. He advocated amodified type of ana-
lytic therapy for the conditions he described: some as borderland neuroses;
others as borderland psychoses.

Appearing in the same year as Jung’s monograph was an article by an
American analyst, Thomas Vernor Moore, the first to use the term border-
line, in referring to certain mental states (8). Moore was describing a forme
fruste of what would otherwise be psychotic depression, emphasizing the
importance of hereditary factors: ‘‘That abnormal reactions occur in some
men but not in others, depends on inherited constitution. Patients suffering
from manic-depressive psychosis have more insane relatives than do normal
individuals, and these insane relatives are frequently of the manic-depressive
type. In cases of depression there is an hereditary organic factor which
makes the patient physically disposed to this type of reaction’’ (p. 269).

Moore’s description of cases borderline with respect to manic-depres-
sion was something unusual in the 1920s, since this usage of borderline—a
‘‘near’’ or attenuated case of a major psychosis—was applied much more
often to schizophrenia. Many ambulatory patients who were in psychoana-
lytic therapy in that era, and who were considered less ill than psychotic but
more ill than the better functioning ‘‘neurotic’’ persons in analysis, were
thought of as borderline in two senses at the same time. They were in between
neurosis and psychosis, and they were also borderline with respect to schizo-
phrenia. The phrase ‘‘borderline schizophrenia’’ was popularized in the 1920s
when referring to these in-between patients. It should be recalled that Freud
and his followers had by this time made the term neurosis common parlance
(it was introduced byWilliamCullen in the late 1700s). Simultaneously, Eugen
Bleuler had introduced the term schizophrenia (in 1911), which was easier to
use than Kraepelin’s dementia praecox (one cannot make an adjective from
the latter), and which found favor because of the less pessimistic prognosis
that attached to Bleuler’s, as against Kraepelin’s, definition (9). Bleueler’s
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definition became popular partly because it was championed by Adolph
Meyer, who regarded schizophrenia as a ‘‘reaction.’’ Once Meyer settled in
the United States, his notion of ‘‘reaction types’’ was congenial to American
optimism. It was preferable to entertain the idea that one could shake off one’s
schizophrenia with the right treatment or the right life circumstances than to
remainmired in the gloom that attached to the theory advancedbypsychogen-
eticists like Rüdin (10) that schizophrenia/dementia praecox was hereditary
and hence incurable. Almost half a century would elapse before Vaillant
(11) and others re-evaluated the old cases and realized that many of the so-
called ‘‘remitting’’ cases of schizophrenia were better understood as cases of
manic-depression.

In America at mid-century, one witnessed a veritable mania (if one can
permit the mixed metaphor) for calling all psychosis ‘‘schizophrenia,’’ with
the result that conditions falling short of psychosis (but too severe to war-
rant the neurotic label) were now diagnosed, perfunctorily, as borderline
schizophrenia—a situation that was not to change until the elaboration of
standardized diagnostic criteria, such as those of Feighner et al. (12). Even
in England, where diagnostic habits were more conservative than in the
United States, some psychoanalysts were to claim that certain ‘‘in-between’’
cases were ‘‘potentially schizophrenic,’’ and that all of us were ‘‘larval
psychotics, and had been since age two’’ (13).

Though he did not address the possibility of genetic factors being rele-
vant to borderline cases, the psychoanalyst Oberndorf (14) described several
patients whose condition resembled schizophrenia, and several others whose
clinical picture resembled manic-depression. In his view ‘‘ . . . there is no hard
and fast line between neuroses and psychoses . . . . One finds schizophrenic
reactions in compulsion neuroses; anxiety states fuse with depressions
[and] conversion symptoms are found in depressions, in manic excitement
as well as in hysterias’’ (p. 649).

A third kind of in-between case was introduced into the literature by
Jacob Kasanin (15), who described several patients of the Boston State Hos-
pital originally diagnosed as dementia praecox—whose course was neverthe-
less atypical. They did not show deterioration and often showed good
premorbid social adjustment. Many of their symptoms were reminiscent
of manic-depression. Kasanin coined the term schizoaffective, adding that
some patients of this type improved before hospitalization became neces-
sary. So here was a group of patients in between schizophrenia and the
affective psychoses. Their prognosis was more favorable than that of
clear-cut schizophrenia.

One gets the sense that there was an increasing awareness within the
psychoanalytic community in the post-World War I period that there were
patients who did not fit neatly into the preexisting categories: they were in
between neurosis and psychosis (as the terms were then used); some were
in between either of the two major psychoses; others were in the penumbra
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of either schizophrenia or manic-depression. Furthermore, these patients
were usually too well for the hospital but too ill for the couch: they did
not do well in classical psychoanalysis. These observations were the source
of our contemporary concept of borderline personality disorder—but it
remained for Adolf Stern (16) to popularize the term borderline, giving it
a high enough academic mortgage that we continue to speak of borderline
personality 65 years later.

In his 1938 paper, Stern highlighted a number of characteristics pecu-
liar to the borderline patient. Under the heading of narcissism, he drew
attention to the simultaneous idealization and devaluation of the analyst
and of other persons important in the life of the patient. The inability of
the borderline patient to deal adequately with stressful situations, Stern
called ‘‘psychic bleeding.’’ Over-reaction to mild criticism was another fea-
ture, as was the ‘‘negative therapeutic reaction.’’ By the latter is meant the
paradoxical reaction in which the analyst’s interpretations, offered as helpful
remarks—are misinterpreted as ‘‘discouraging’’ or are turned upside down as
though ‘‘hurtful.’’ Projective mechanisms are another characteristic: border-
line patients tend to externalize (assigning blame always to outsiders), often
to the point of near-delusory ideation. Masochism and depression are com-
mon, as are subtle difficulties in reality testing—especially in the interpersonal
sphere: knitting together the positive and negative qualities of self and other
are difficult for the borderline patient, who instead manifests ‘‘splitting.’’
This tendency is emphasized, as we shall see, in the later work of Kernberg
(17).

The term borderline, at this point, was no longer used outside the
psychoanalytic community and its definition remained vague for many years.
It was not used as a descriptor of a particular kind of personality disorder
for another 30 years. But some analysts, such as Melanie Klein’s daughter,
Melitta Schmideberg (18), spoke of the ‘‘borderline patient’’ (1947). She
used the term to indicate a level of function in between neurosis and psychosis.
The kinds of patients she described sufferedmainly disturbances of mood and
behavior, even though she thought they were on the outskirts of schizophre-
nia: they were ‘‘stably unstable,’’ irregular about appointment times and
about payment, unconventional, and led chaotic liveswhere something dread-
ful was always happening. She also mentioned that some of her borderline
patients could not easily make emotional contact. But it is not clear whether
this was because they were of a schizoid personality (and therefore perhaps
borderline schizophrenics) or because they showed what we would now call
a dismissive attachment style for other reasons (i.e., narcissistic or paranoid
traits).

Equally convinced that these in-between, unanalyzable patients were
schizophrenic was Gregory Zilboorg, who advocated the concept of ambu-
latory schizophrenia (19). Many of the patients he thus diagnosed were
men with criminal backgrounds, with impaired social relationships, and
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poor work histories. This contrasted with Kasanin’s schizoaffective patients
most of whom were women (with better social functioning) (15). Like many
American psychiatrists of his day, Zilboorg pictured schizophrenia as an ill-
ness that progressed via stages, and that the ambulatory schizophrenic
patient was in effect a case of incipient, or early-stage, schizophrenia.
The prognosis for Zilboorg’s patients was gloomier than for Kasanin’s schi-
zoaffective patients, but this probably had more to do with their antisocial
tendencies than with any true genetic linkage to idiopathic schizophrenia.

One of the classic psychoanalytic papers in the 1940s concerning this
in-between realm was that of Helene Deutsch (20), who advanced the notion
of the As-If personality. Only five patients were described in her paper, four
of whom were women. They showed a poverty of object relations, with a
tendency to identify with the attributes and attitudes of the persons on
whom they depended, such that an ‘‘as-if’’ rather than a genuine personality
was created. The condition is more common in women than in men, and can
show itself in such ways as espousing politically ‘‘right wing’’ ideas when
involved with a very conservative man, only to adopt markedly ‘‘left wing’’
beliefs a few months later, when her romantic interests have switched to a
man with very liberal views. Deutsch also noticed a striking passivity and
emptiness in these patients, all in the presence of an adequate capacity for
reality testing. Thus the as-if person was, in Deutsch’s view, too well-
adjusted to be psychotic, yet too disturbed in the area of internalized object
relations to be considered neurotic. Her emphasis on object relations is her
main contribution to this diagnostic domain. Her belief that these cases
represented incipient schizophrenia would no longer be regarded as valid.

Hoch and Polatin (21) proposed a new designation for what they felt
were mild versions of schizophrenia: pseudoneurotic schizophrenia. In their
view, this condition seldom evolved into a more blatant, psychotic form of
schizophrenia, tending to remain unchanged over time. The authors dis-
agreed with the belief that schizophrenia had a progressively deteriorating
course, forgetting perhaps that Kraepelin himself was aware that his demen-
tia praecox did not always undergo such a negative change. Hoch and Pola-
tin argued that pseudoneurotic schizophrenia, though clearly mimicking
neurosis, was not some vague borderline illness somewhere in the region
between neurosis and psychosis, but was a true variant of classical schizo-
phrenia (in the broad Bleulerian sense). Their patients seemed to show all
the neurotic subtypes at once: phobia, depression, compulsions, chaotic
sexuality, along with ‘‘over-valued ideas’’ that fell short of frank delusion.
Both authors based their conclusions on their clinical work with young
patients at the New York State Psychiatric Institute. When their patients
were followed up many years later, it emerged that the majority met criteria
for BPD (according to DSM-III). Less than 20% could be considered schizo-
phrenic by the more sharply defined criteria of the 1980s (22).
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4. THE BORDERLINE CONCEPT AT MID-CENTURY

Bleuler’s criteria for schizophrenia, relying predominantly on the four ‘‘A’s’’
of ambivalence, autistic thinking, affect blunting, and associational loosen-
ing, remained the most popular in the United States throughout the 1950s
and 1960s. We now regard them, 50 years later, as too broad and over-
inclusive, since many persons with affective and other disorders often show
several of these signs. So long as no specific remedy for mania existed
(lithium was introduced into the United States in the late 1960s), few clini-
cians saw any compelling reason to discriminate between the cognitive and
affective psychoses. This helps explain why Robert Knight, working with
inpatients first at the Menninger Clinic, and later at Austin Riggs, drew
up more objective criteria for what he was to call borderline or borderline
states (23), yet referred to them on other occasions as borderline schizophre-
nia (24). Borderline, for Knight, constituted a band in the spectrum between
neurosis and psychosis. He emphasized psychological abnormalities such as
the weakening of certain ego-functions: secondary process thinking, realistic
planning, and defense mechanisms. Borderline patients showed defensive
patterns that were more primitive, for example, than those utilized by neu-
rotic patients. One saw contradictory attitudes held simultaneously in the
patient’s mind (akin to ‘‘splitting,’’ as would be underlined in Kernberg’s
model), as well as denial and peculiarities of word usage as emphasized
later by Michael Balint (25). On the unstructured portions of the psycholo-
gical test battery, notably on the Rorschach test, borderline patients showed
responses suggestive of schizophrenia. Knight stopped short of calling the
condition ‘‘borderline schizophrenia,’’ and apparently wanted to divorce the
concept of ‘‘borderline’’ from that of schizophrenia. Yet it is clear that
his borderline cases were situated near the border of schizophrenia, as we
now think (in more Kraepelinian terms) of the latter diagnosis.

The use of the Rorschach test in detecting hidden signs of schizophre-
nia in borderline patients was also embraced by Gustav Bychowski (26). He
nevertheless acknowledged that psychological tests are not good at differen-
tiating between active and latent psychosis. He preferred the term ‘‘latent
psychosis’’ for borderline cases, and recognized that patients might show
latent depressive psychosis just as they might show latent schizophrenia.
In his view the depressive disposition was less sharply defined than was
the schizophrenic disposition (we currently use the terms ‘‘predisposition’’
or ‘‘vulnerability,’’ in speaking of genetic tendency to a psychosis).

In the proverb about the blind men and the elephant, each person
defines the creature according to which part of it he has gotten hold of.
Not surprisingly, clinicians dealing with the broad and vague realm of bor-
derline conditions often see the essence of the condition in terms closely
related to their particular areas of expertise and experience. Bychowski, for
example, was a psychoanalyst dealing with ambulatory patients; Knight’s
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experience was mainly with patients hospitalized at expensive, private institu-
tions. John Frosch, a psychoanalyst with a private practice, also taught exten-
sively at Bellevue—a municipal hospital in New York City—many of whose
patients were indigent. The Bellevue patients tended to be more impulsive
(as were the patients with ‘‘impulse-ridden character’’ that Wilhelm Reich
(27) treated at a workers’ clinic in Vienna), and more inclined, if they were
in analytically oriented therapy, to act out the transference via inappropriate
behaviors. Frosch and Wortis, in their 1954 paper, focused on impulse
disorders (28). In a later work, Frosch (29) separated these disorders into a
symptom group and a character group. In the symptom group were such
conditions as kleptomania and intermittent explosive disorder, and also
voyeurism (along with other paraphilias). These disorders could be seen as
being in between neurosis and psychosis. A variety of underlying factors
contributed to an impulse disorder: heredity (vulnerability to mania, for
example), substance abuse, head injury, and other ‘‘organic’’ factors, and a
harsh early environment. In the 1960s, Frosch advocated the replacement of
the borderline label with a name for these intermediate conditions: psychotic
character (29–31). Several of the distinguishing features of the psychotic
character have been included by later theoreticians, particularly Kernberg,
in their formulations of BPD.Writing from an ego-psychological framework,
Frosch spoke of three characteristics of ego-function vis-à-vis reality; namely,
the relationship with reality, the feeling of reality, and the capacity to test rea-
lity (31). Abnormalities in the relationship with reality might manifest them-
selves as hallucinations. Dissociative phenomena represent alterations in the
feeling of reality. In frank psychosis the capacity to test reality is impaired.
It is this latter capacity that Kernberg incorporated into his schema, as the
feature that distinguished the borderline from the psychotic level of personal-
ity organization (17). Before explicating Kernberg’s formulations further,
there is another important figure from mid-century relevant to our topic:
the psychoanalyst, Edith Jacobson.

Thus far we have seen how most commentators on borderline condi-
tions (by whatever diagnostic label they favored) assumed that schizophre-
nia was the psychosis of which borderline conditions were incipient or
attenuated forms. Edith Jacobson, in contrast, was aware that dilute forms
of manic-depression could also exist (32). She felt hereditary predisposition
played a prominent role in manic-depressive illness, and that in certain cases
of severe depression—where psychotic thinking was absent—one was
dealing with an attenuated form of the major condition: in effect, a milder
condition that was borderline to manic-depression. Jacobson also remarked
on the unusual vulnerability of the cyclothymic/depressed patient to frustra-
tions, hurts, and disappointments that would not be overwhelming to an
ordinary person. She also noted in these patients a poor separation of self
vs. object representations, akin to what Erik Erikson had spoken of earlier
(33) under the heading of ‘‘identity diffusion.’’ This quality became important

8 Stone



as the feature demarcating the borderline from the higher-functioning
neurotic level of personality organization.

5. THE FORMULATIONS OF KERNBERG AND GUNDERSON,
AND THE FOUNDATIONS OF THE BORDERLINE
PERSONALITY DISORDER CONCEPT IN
CONTEMPORARY PSYCHIATRY

The theoreticians who contribute to taxonomic change in psychiatry have
sometimes shifted from one era to another between the ‘‘splitters,’’ who pic-
ture each clinical variation as a separate species, to the ‘‘lumpers,’’ who can
envision many of these seemingly separate conditions as belonging just to
one overarching diagnostic entity. We saw this in the late 19th century, when
hebephrenia, paranoia, catatonia, Capgras’ syndrome, etc., were brought
under the one heading, by Kraepelin, of dementia praecox. Bleuler, as we
have noted, was a lumper par excellence, fashioning an umbrella concept
that included, besides dementia praecox, much of what we now view as a
separate disorder: bipolar mania. In an analogous manner, Kernberg (34)
spoke of three levels of personality organization, defining the intermediate
one—borderline personality organization (BPO)—in such a way as to
include the various diagnostic entities we have thus far reviewed, as well
as some other disorders not previously mentioned as examples of borderline
conditions.

The characteristics of BPO consist of two necessary qualities: adequate
reality testing capacity, which distinguishes BPO from psychotic personality
organization, and a blurred or weakened sense of self, called (after Erikson)
‘‘identity diffusion.’’ The latter distinguishes BPO from neurotic personality
organization, where the sense of self is intact. In addition, persons with BPO
show (a) marked anxiety in situations other people handle with greater ease,
(b) impulsivity, and (c) a reduced ability to channel anxiety into appropriate
avocational pursuits (this is called ‘‘poor sublimatory channeling’’).
A common manifestation of this last quality is the typical difficulty persons
with BPO have in contenting themselves when alone—by reading, playing
music, pursuing some craft or hobby. Instead, they may resort to abusing
substances, indulging frantically in sex with partners they scarcely know,
etc. Under the rubric of BPO are to be found patients with anorexia/
bulimia, other severe personality disorders, such as hypomanic, schizotypal,
antisocial, psychopathic, paranoid, and some persons with marked narcissis-
tic or histrionic traits. À propos the newer designation, histrionic personality,
patients with marked hysteric traits (dramatic emotionality, seductiveness,
suggestibility) but whose interpersonal function was highly unstable, that
is, who functioned at the borderline level in Kernberg’s model, had
been recognized and diagnosed with different labels by different analysts.
Kernberg used the term ‘‘infantile’’ personality. Zetzel (35,36) spoke of
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her Type-IV (hysteric) personality, mentioning that analytic psychotherapy
differs for borderline patients (including those with strong hysteric features)
vs. schizophrenic patients, in that the borderline patient will eventually
become able to relinquish magical expectations of the therapist—something
not easily accomplished by the schizophrenic patient. The current histrionic
personality can be understood as a conflation of the two concepts: hysteric
(traits) and borderline (function).

BPO, at all events, covers a large territory on the conventional
diagnostic map, with respect to which it is markedly heterogeneous. This
has been a source of criticism, since it is not possible to frame a set of valid
treatment recommendations over so vast an array of contrasting disorders.
Still, the Kernberg criteria are more tightly constructed, and have proven
clinically more useful than the criteria of his predecessors. Regarding its
psychoanalytic metapsychology, the Kernberg formulation is based on
object-relations theory, and emphasizes the primitivity of defense mechan-
isms employed by borderline patients; chiefly, splitting (the retention of simul-
taneous polar opposite attitudes toward self and important others), denial,
projective identification, and idealization alternating with devaluation.

The use of the word personality in BPOwas to create some difficulties in
the future. The three levels in the Kernberg schema refer, properly speaking,
to mental organization in general, of which personality is only a part. Person-
ality, sensu strictu, refers to one’s habitual mode of conduct in the outside
world. Identity-sense and reality testing are qualities of mind; anxiety is a
symptom; only impulsivity can be considered a personality trait. All this
becomes important when we consider how it came about that borderline per-
sonality disorder—into which the borderline concept became transformed a
decade later—was assigned exclusively to the personality disorder section
[Axis-II] of DSM.

The confusion generated by the dual use of borderline as a level of gen-
eral mental function (that could be found in any personality disorder) and as
a specific disorder of personality (as it was to become in DSM) was already
apparent in the term suggested by psychoanalysts Ruth Easser and Stanley
Lesser (37): hysteroid. The authors noted that a proportion of patients
(almost all female) showed traits characteristic of the hysteric, as depicted
in the traditional psychoanalytic literature; but in addition showed signs
of a more serious condition (akin to the hysteric patients of which Zetzel
wrote). They were irresponsible, had chaotic and unfulfilling relationships,
disturbed sexuality, primitive defenses, and violent dream imagery. They
were like the hysteric (hence hysteroid), but sicker, functioning at the border-
line level of organization (enfeebled identity sense, etc.).

Grinker and his colleagues at the Chicago Psychoanalytic Institute (38)
elaborated a definition of borderline where elements of a functional level and
a personality disorder were also commingled. Referring to borderline as a
syndrome, they divided the borderline domain into four fields: (a) the
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psychotic border (where even the reality sense was deficient), (b) the core bor-
derline syndrome (whose features were anger acted out, depression, inconsis-
tent self-identity, and vacillating involvement with others), (c) the As-If type,
and (d) the border with neurosis (whose features were anaclitic depression,
anxiety, and resemblance to neurotic/narcissistic character). The Chicago
investigators underlined the degree to which anger was the main or only
affect—a point that becomes important when we see how the borderline
concept developed in the years that followed.

The old diagnosis of borderline schizophrenia was revived in the same
year as Grinker’s book, only in a way that was intellectually more satisfying:
Kety et al. (39) published their work on mental illness in the biological and
adoptive families of adopted schizophrenic patients. The results of their
study showed that the pattern of schizophrenia-like disorders in the biologi-
cal families of the adopted-away schizophrenics was similar, whether the
index cases had been labeled core (chronic) or borderline schizophrenia.
This suggested that borderline schizophrenia—which the authors defined
as being composed of such features as odd communication (short of formal
thought disorder), eccentricity, ideas of reference, and illusions—was related
genetically to the core condition, as an entity along what was now called the
schizophrenic spectrum of disorders. This use of the term ‘‘borderline schi-
zophrenia,’’ based on extensive family-pedigree study, was much more con-
vincing than the older usages of the term that relied only on the weaker, less
specific criteria of Bleuler’s four A’s. But as we shall see, the borderline of
borderline schizophrenia, now that the label could be applied in a scientifi-
cally satisfying way, was quite different from the borderline of BPD, as the
latter was being defined by Gunderson and eventually by DSM.

Borderline personality disorder was the term proposed by Gunderson
and Singer (40). Gunderson and his colleagues have striven to establish
criteria for borderline that are more readily measured and objectified than
were many of the earlier criteria. The assessment of identity and reality-test-
ing capacity—the cornerstones of the Kernberg schema—can be difficult
and time-consuming, though Kernberg (34) has provided guidelines for an
interview technique that facilitates these assessments. The original criteria
set of Gunderson and Singer depends on items more easily determined: low-
ered achievement (i.e., diminished work capacity), impulsivity (especially
drug abuse and promiscuity), manipulative suicidal threats, mild or brief
psychotic episodes, good socialization, and disturbances in close relation-
ships. Included in the latter item are such qualities as becoming enraged
or suicidal upon loss of a lover or mate, and in general a predominance
of angry, rageful affect. As with the Kernberg criteria, those of Gunderson
are also an amalgam of attributes some of which pertain to personality
(impulsivity, readiness to anger); others, not (lowered achievement, manip-
ulative suicidal threats or acts). Though Gunderson is also a psychoanalyst,
his paper with Margaret Singer (40) was published in the American Journal
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of Psychiatry rather than in a psychoanalytic journal, and thus reached the
wider audience of mental health professionals from many different disci-
plines. This helped pave the way for borderline personality disorder, hitherto
not included in the official diagnostic manual of the American Psychiatric
Association, to receive serious attention from those who were preparing the
revision that was to becomeDSM-III (41). Meantime, guidelines for the diag-
nosis of borderline personality disorder by the Gunderson criteria, based on a
special interview, were published shortly after the descriptive paper (42).

6. BORDERLINE PERSONALITY DISORDER BECOMES
OFFICIAL: ITS INCLUSION IN DSM-III

By the 1970s borderline had become a topic of great interest and consider-
able research, in a way that rivaled, if not overshadowed, the attention
devoted to schizophrenia. The time seemed ripe to include the condition
in the next edition of DSM, and in the process, to give it some definitional
boundaries that were reasonably precise and readily understandable. The
task fell to Robert Spitzer, the editor of DSM-III, and to the many experts
in psychiatry who periodically met to discuss which specific criteria most
merited inclusion in the final draft. The long-entrenched notion that border-
line was somehow related to schizophrenia was still very much alive, despite
the efforts of Kernberg to decouple BPO from schizophrenia and of Gun-
derson to define BPD as an entity likewise separate from schizophrenia.
Kety’s work, of course, demonstrated that there was a set of characteristics
that merited the label ‘‘borderline schizophrenia,’’ granted that these no
longer had much in common with the criteria of BPO or BPD. Some preli-
minary studies by Spitzer et al. (43,44) suggested that the best resolution of
the diagnostic dilemma was to divide the borderline concept into two enti-
ties. One was to emerge as schizotypal personality disorder, defined along
lines similar to the criteria Kety et al. (39) had put forward as their rationale
for considering certain relatives of chronic (and one might say, unequivocal)
schizophrenic persons as showing borderline schizophrenia. The name for
the other entity presented greater difficulty. Given that patients who met
Kernberg or Gunderson criteria often showed marked degrees of emotional
instability, some suggested calling the alternative type of borderline condi-
tion ‘‘emotionally unstable personality disorder.’’ Such a term was unwieldy
and also lacked a certain scientific cachet. Ultimately, the term that was cho-
sen was ‘‘borderline personality disorder’’—the same term Gunderson hads
been using. The definitional items, however, did not simply overlap with
those of Gunderson. Instead, the BPD of DSM-III was composed of some
features enumerated by Gunderson and others advocated by Kernberg.
Both authors underlined the importance of impulsivity. The identity-distur-
bance item came from Kernberg’s schema, though it was modified by the
inclusion of several specific examples (pertaining to sex, gambling, drug
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abuse, overspending, etc.) to make the clinician’s task easier in assessing the
presence or absence of this attribute. The self-damaging acts and inordinate
anger reflect the Gunderson criteria, as does the item concerning intolerance
of being alone—though there is a connection between that quality and the
problems with sublimatory channeling stressed by Kernberg. A cottage
industry quickly grew up around the new diagnostic entity, with literally
thousands of papers being devoted over the ensuing years to validating
the diagnostic criteria and to fashioning optimal treatment strategies for
improving the lot of BPD patients. The same problem in affixing the term
‘‘personality’’ to the borderline concept that we noted in the Kernberg
and Gunderson schemata continues in the DSM version, where, again, only
a few of the items are truly personality traits. The problem is aggravated by
the arbitrary division of DSM-III (and subsequent editions) into two axes:
one for symptom disorders, one for personality disorders. Borderline per-
sonality disorder, which has a foot in both boats, does not sit comfortably
in either. This caveat aside, BPD has stood the test of time, having been
retained almost without change for the past quarter of a century. Only in
the most recent edition, DSM-IV, has an additional item appeared; namely,
the (symptom) of ‘‘transient, stress-related paranoid ideation or severe
dissociative symptoms.’’

7. RECENT DEVELOPMENTS IN BPD RESEARCH: THE RETURN
OF THE ‘‘SPLITTERS’’

We have already noted how the broad usage of ‘‘borderline’’ in the first half
of the last century was narrowed and reframed in more specific ways by
Kernberg and Gunderson. This process continued with the reformulation
in DSM-III, where BPD was now quite distinct from schizophrenia (whether
core or borderline). In relation to BPO, the BPD of DSM-III was a narrower
concept, occupying perhaps only a fourth of the territory on the map of psy-
chopathology that is filled by BPO. There had been ongoing discussion in the
literature dating back to the late 1970s concerning the question: was BPD an
attenuated or incipient form of affective disorder; specifically, of manic-
depression? Stone (45), Akiskal (46), and Liebowitz and Klein (47) argued
that a significant proportion of patients who were being called borderline
could be understood also as suffering from dilute or early forms of manic-
depression. Akiskal mentioned that subgroups could be teased out from
these affectively ill borderlines, such as the dysthymic, the bipolar-type-II,
and the (rarer) cyclothymic. Liebowitz and Klein were struck by the common
overlap between BPD, depressive symptoms, and personality traits—in exag-
gerated form—of the hysteric. For this combination they proposed the term
‘‘hysteroid dysphoria.’’ The position of these authors was that even the nar-
rower domain of BPD (the domains of Gunderson’s BPD and DSM’s BPD
are nearly isomorphic, so we can simply speak here of BPD) could be
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meaningfully divided into smaller groups (at least one of which bore a kin-
ship to the affective disorders) on the basis of etiological considerations.
Other subdivisions were soon suggested by a number of investigators, such
that we can speak of the return of the diagnostic ‘‘splitters.’’

In the late 1970s and throughout the 1980s, a number of researchers
drew attention to the frequency with which incest histories were encountered
in the early lives of many (chiefly hospitalized) borderline patients (females
outnumbering the males by a factor of �6:1 in this regard) (48–50). Their
articles pointed to a trauma factor that appeared to weigh heavily in the bal-
ance as a crucial causative factor predisposing to the development of BPD.
The patient samples of some clinicians may indeed have shown such an over-
abundance of incest cases as seemingly to justify the conclusion that BPD
was simply a trauma-engendered syndrome. Given that many of the BPD
patients of this type manifested various symptoms associated with post-trau-
matic stress disorder (PTSD), it did not seem too great an intellectual leap to
reclassify BPD as a special brand of PTSD. Jerome Kroll (51) has endorsed
such a view, apparently because the sample of BPD patients with which he is
most familiar regularly experienced nightmares, flashbacks, anxiety-spells,
etc., so as to make BPD and PTSD appear as two sides of the same coin.

A number of other clinicians have noted an analogous phenomenon:
their BPD patients mostly have trauma histories (sexual and physical),
but the emerging picture in adulthood was one of a dissociative disorder.
The latter might even present as multiple personality disorder, complete
with alters and fugue states. This has been the experience of David Fink
(52) and Colin Ross (53). In Ross’ view, ‘‘BPD in the general population
usually occurs in adults who have been abused as children . . . and suggest
that borderline personality is a post-traumatic disorder’’ (p. 513); he goes
on to say that about two-thirds of multiple personality disorder patients also
meet criteria for BPD. So for these authors, BPD and dissociative identity
disorder (DIS) are two sides of the same coin. It is not always easy to discern
whether those who would split BPD into subgroups of this sort happen to be
working in some socio-culturally exceptional setting where the BPD-like
condition that is their specialty is unusually common, or whether their
expertise in that specialty has made them unwittingly overeager to diagnose
the condition in whatever patient they are evaluating. Actually, we should
add yet another BPD look-alike to our roster—one that has become the sub-
ject of much interest in the recent years—and that is impulsive aggression.

Important work was done with the syndrome of impulsive aggression
beginning in the late 1980s by Coccaro et al. (54,55). The overlap with BPD
was, not surprisingly, impressive, since impulsivity is one of the commonest
attributes of BPD, and inordinate anger is one of the commonest affective
dispositions. Zanarini and Weinberg (56) studied the co-morbidity patterns
involving BPD and impulsive aggression, and noted that ‘‘ . . . patients with
BPD often meet criteria for both compulsive and impulsive spectrum
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disorders’’ (p. 53). In their study, they grouped under the heading of compul-
sive spectrum disorders: obsessive compulsive disorder (OCD), compulsive
personality, hypochondriasis, and pure anorexia nervosa. Included within
the impulsive disorder spectrum were substance abuse disorders, other eating
disorders, and antisocial personality disorder. These authors suggested that
unstable serotonergic systems in the brain were responsible, at least in part,
for the marked instability so often noted in patients with BPD.

It has become clear in recent years that patients with BPD nearly all
show co-morbidity with one or more Axis-I conditions, as defined in
DSM, and with one or more additional personality disorders in Axis-II
(57). When the accompanying symptom-condition is comparatively uncom-
mon, as with anorexia, for example, no one seriously claims that such con-
ditions are what is really behind the diagnosis of BPD, and that the latter
should be renamed accordingly. When in certain samples of BPD patients,
bipolar-II manic-depression, or PTSD, dissociative identity disorder, or
impulsive aggression, are particularly common, there is the temptation to
assert that one or another of those disorders is the real BPD. But this would
be to overstate the case. What seems nearer the truth is that, as with many
another medical and psychiatric labels (think of pneumonia or schizophre-
nia), the condition is etiologically heterogeneous. In our search for the most
effective treatment it becomes important to know what are the chief under-
lying factors. Penicillin is not good for all pneumonias. George Gershwin’s
schizophrenia was due to a frontal lobe meningioma (58). Where PTSD has
been a strong element in a patient with BPD, treatment might have to
include an ‘‘incest-survivor’s group.’’ Where impulsive aggression has been
a relevant factor, a selective serotonin reuptake inhibitor (SSRI) may be a
useful medication. For now, BPD, even though it represents a narrowly
defined condition than was so with many earlier versions of borderline,
the division into the subgroups we have alluded to above appears justifiable.
Future research using neuroimaging and other modern techniques may sug-
gest a somewhat different taxonomy than the current one. In this chapter
the spotlight has been on the history of BPD: how the concept evolved,
and what it is today.
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The Subsyndromal Phenomenology of
Borderline Personality Disorder
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1. INTRODUCTION

Many clinicians talk as if all borderline patients are equally disturbed.
However, clinical experience suggests that there is a continuum of borderline
psychopathology and for heuristic purposes, we are proposing three distinct
subtypes of borderline patients. Type I patients have mild cases of border-
line personality disorder (BPD). These patients manifest the same dyspho-
ria, the same cognitive disturbances, and the same interpersonal difficulties
as more severely ill borderline patients. However, what distinguishes them
is their lack of impulsivity, particularly in the areas of self-mutilation and
suicidal efforts, and their greater ability to use the treatment relationship
to enhance their functioning in the wider world.

Type II borderline patients are intermittently self-destructive, particu-
larly when they are fearful of being abandoned by someone on whom they
depend (1). However, they function well for months or even years at a time,
as long as they feel stably ‘‘held’’ in at least one important relationship.
These borderline patients are also able to use a therapeutic relationship well,
although they are typically more fragile and rely on the therapeutic relation-
ship to fulfill more of their emotional needs than the Type I borderline
patients described above. Put another way, Type I borderline patients want
to understand and overcome their problems so that they can function better
and fulfill the goals that they have for themselves. Type II borderline
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patients, on the other hand, have often come to a more limited adjustment
after a very difficult life struggle and see their treatment as their lifeline to
stability. They too wish to understand their problems but may feel it is
impossible to overcome them.

Type III borderline patients lead very chaotic lives, with areas of stren-
gth intermingled with a wide-ranging and chronic pattern of self-defeating
behaviors. These patients typically use a tremendous amount of psychiatric
treatment and over the course of their disorder, may well give up both their
determination and ability to function in the real world. More specifically,
many of these patients abandon the structure of work or school and end
up supporting themselves on disability. They may also relinquish important
relationships, such as those with a spouse or children, and end up living lives
of almost complete social isolation. In their case, months of functioning well
are often interspersed with years of varying degrees of serious dysfunction.

This chapter will deal with the signs and symptoms characteristic of
BPD. While the Diagnostic and Statistical Manual of Mental Disorders
IV (DSM-IV) presents a list of nine symptoms, we will discuss a longer list
of problematic inner states and behaviors. In addition, DSM-IV requires
that any five of these nine criteria be present as long-term problems for
the borderline diagnosis to be given. In the model of borderline psycho-
pathology that will guide this chapter, there are four core sectors of border-
line psychopathology and each must be present as a pressing and long-term
problem. The first is affective in nature and includes the DSM-IV criteria
pertaining to anger, emptiness, and mood reactivity. The second is cognitive
in nature and includes both the criterion pertaining to transient, stress-
related dissociation and paranoia and the criterion pertaining to the lack
of a consistent identity. The third consists of various forms of impulsivity
—both that of a deliberately physically self-destructive nature and other
forms of impulsive behavior that end in being destructive of one’s self-
esteem and sense of control. The fourth sector is interpersonal in nature and
includes both the stormy relationships characteristic of BPD and the frantic
efforts borderline patients go to ward off actual or feared abandonment.

2. AFFECTIVE PSYCHOPATHOLOGY

2.1. Chronic and Intense Dysphoria

Borderline patients suffer from a range of intense dysphoric affects (2,3).
These affects include depression and sorrow, anger and rage, anxiety and
panic, feelings of helplessness, hopelessness and worthlessness, and feelings
of emptiness and loneliness. What distinguishes borderline patients from
other patient groups is the number of dysphoric affects they feel at the same
time and the overall amplitude of this pain (4).
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It is difficult to know what causes these varied and shifting affects. It
may be that they are the sequalae of childhood experiences of loss, neglect,
and/or abuse. (For a review of this literature, see Chapter 3.) Alternatively,
they may represent the underlying hyperbolic temperament that Zanarini
and Frankenburg (5) have suggested is the core of the borderline diagnosis.
In this view, borderline patients have a temperament that leads them to
unconsciously transform unbearable feelings of rage, sorrow, shame, and/
or terror into unremitting attempts to get others to pay attention to the
enormity of the emotional pain that they feel. These attempts are usually
indirect and involve a covert reproach of the listener’s ‘‘insensitivity,’’
‘‘stupidity,’’ or ‘‘malevolence.’’ It may also be that these dysphoric affects
are due to some type of biological dysfunction. For example, the results of
biochemical studies have typically found reduced serotonergic activity in
criteria-defined borderline patients (6,7). In reality, these factors are not
totally separate, and thus the tendency toward intense dysphoria may be
due to a combination of all three factors.

One of the most difficult aspects of the dysphoria of borderline
patients is that treaters often feel compelled to try to lessen its intensity or
to eliminate it. Clearly, the problem with this is that no medication is going
to ‘‘cure’’ someone of BPD and may not even affect the target symptom at
which it is aimed. (See Chapter 14 for a review of the literature concerning
the pharmacotherapy of BPD.) Another reaction is to mistake the dysphoria
(and the lability) of borderline patients for any one of a number of co-
morbid conditions. Research clearly indicates that borderline patients are
prone to a number of Axis-I disorders, particularly unipolar mood disorders,
substance use disorders, PTSD, and eating disorders (8). This too may lead
some clinicians to mistake BPD for some type of co-morbid condition. This
is problematic as it leaves many aspects of BPD untreated, particularly those
of an interpersonal and a temperamental nature. Additionally, it often comes
as a surprise to these treaters how treatment-resistant these symptoms are.
This may lead to heroic efforts to medicate away what is really the patient’s
‘‘dis-ease.’’ Clearly, patients who do not feel that people care about them or
hear them are not going to be happy that someone, however well intentioned,
is trying to take away their pain. In response to these efforts, borderline
patients may develop other symptoms or seem to have their Axis-I pathology
transformed into yet another disorder.

The best approach to dealing with this type of intense and shifting
dysphoria is to empathize with how hard it is to deal with these feelings
and to acknowledge the likelihood that they will persist, to one degree or
another, for the foreseeable future. This lets the patient know that others
are aware of her suffering. It also helps to reassure them as borderline
patients are typically fearful that their pain will both never end and end too
soon. This does not mean that medications should not be used if these feelings
escalate into a treatable Axis-I disorder. It does mean that grief will probably
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not yield to pharmacotherapy and, as in treating other bereaved patients,
patience is more likely to win the day than aggressive polypharmacy.

2.2. Mood Reactivity or Affective Lability

Borderline patients are extremely moody and, in most instances, their
moodiness is associated with environmental precipitants, however minor
or subtle. They not only change from one mood state to another but the
intensity of their feelings can rapidly grow in severity. In fact, their affect
can reach such a level of intensity that it clouds their judgment and can lead
to impulsive behaviors that are directly or indirectly self-destructive or, at
least, self-defeating.

As alluded to above, there are two ways of viewing the role of affective
lability in the overall picture of borderline psychopathology. One is to see it
as a biologically driven vulnerability, which has been suggested by Linehan
(9). In this view, a borderline patient can be easily frustrated, the frustration
is rapidly transformed into action, and that action, which can include tem-
per outbursts and prolonged verbal battles, can destabilize and even destroy
close relationships. Another view has been suggested by Gunderson (1). In
this view, fears of abandonment are central to all other aspects of borderline
psychopathology. Something as small as a verbal slight can set off profound
abandonment concerns, which, in turn, can lead to rapidly shifting dyspho-
ric affects. These affects may be so intolerable that the borderline patient
engages in maladaptive behaviors, such as cutting or suicide threats, to
regain the desired or needed degree of closeness; or engages in impulsive
behaviors, such as substance abuse, spending sprees, or disordered eating,
to dull the pain they are feeling.

Thus, Linehan views the lability of borderline patients as the central
feature of the disorder and a biologically determined deficit. Gunderson,
on the other hand, sees interpersonal distance or attachment as the central
feature of borderline psychopathology and affective lability as secondary or
reactive in nature.

3. COGNITIVE PSYCHOPATHOLOGY

3.1. Cognitive Problems

Borderline patients suffer from three levels of cognitive symptomatology:
troubling but non-psychotic problems, such as over-valued ideas of worth-
lessness and quilt, experiences of depersonalization and derealization, and
non-delusional suspiciousness and ideas of reference; quasi-psychotic or
psychotic-like symptoms (i.e., transitory, circumscribed, and somewhat
reality-based delusions and hallucinations), and genuine or true delusions
and hallucinations. The last category is rare and almost always occurs in
the context of a psychotic depression (10,11). The other two categories or

22 Zanarini



levels are ongoing problems for many severely disturbed borderline patients.
The literature is contradictory with regard to the issue of whether these
symptoms are trauma-related or not (12–16). The best evidence seems to
suggest that most borderline patients suffer from these symptoms but that
these symptoms are more intense in borderline patients reporting childhood
histories of sexual abuse. Thus, they seem both intrinsic to the disorder and
stress-related.

As for managing these symptoms, the cognitive distortions implicit in
over-valued ideas can be explored. Clearly, it is not uncommon for those
who have been the object of some type of neglect and/or abuse, however
subtle or commonplace, to blame themselves for what has gone wrong in
their lives and the lives of those they love and on whom they depend. Their
suspiciousness too may have a basis in reality. When the high rates of child-
hood abuse and neglect reported by borderline patients in numerous studies
were unknown (17–28) and psychodynamic theories posited that the etiol-
ogy of BPD could be found in subtle problems in parenting, their distrust
of others was thought of as a near-psychotic symptom (29–32). Today, their
mistrust and suspiciousness seems more justified or at least understandable,
and treaters are hopeful that borderline patients can be helped to distinguish
between the dangers of their childhood and the probably safer circum-
stances of adulthood.

Quasi-psychotic symptoms in borderline patients may be related to the
felt belief that they have been abandoned; in this view, the symptoms can be
seen as a form of cognitive restitution, providing contact with a loved one
who the patient fears they have lost (1). It may also be that a borderline
patient is suffering from an unrecognized major depression or is reliving
some type of body memory as a consequence of physical and/or sexual
abuse or assault that may have occurred in childhood and/or adulthood.
It may also be that the patient has learned to signal others that they are
worried about their pain being forgotten by complaining of psychotic or
psychotic-like symptoms. This pattern and the view that these symptoms
are acts of restitution can be handled by pointing out the pattern and its
meaning for the patient. They can also be helped by adding more support
and structure to the patient’s life. Quasi-psychotic experiences related to
depression may need to be treated with medication. However, it is clear that
all of these factors may be at play in the sort of psychotic symptoms exhib-
ited by severely distressed borderline patients and an approach that com-
bines useful new information, more support and, possibly, medications
will be necessary.

3.2. Serious Identity Disturbance

DSM-IV focuses on the shifts from one identity to another, and borderline
patients often volunteer that they have no identity. What is probably closer
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to reality is that powerful affective states initiate and maintain differing
partial identities. Often these shifts oscillate between partial identities that
are acceptable to the borderline patient (e.g., I got good grades and I feel
sort of OK about myself today) and other partial identities that are negative
in tone and content (e.g., I am a bad person, I caused all the trouble in the
family by letting others hurt me). Whatever the cause, this problem makes
borderline patients seem erratic to others and is a source of subjective dis-
tress as well.

4. BEHAVIORAL OR IMPULSIVE PSYCHOPATHOLOGY

4.1. Self-Mutilation

Self-mutilation in borderline patients is both an unusual form of self-soothing,
and an indirect, though very effective, manner of expressing rage (33). It
goes against everything therapists believe in and is often mistakenly taken
as a personal affront. This is, in part, the way the patient intended it. But
in a larger sense, it is meant to protect the therapist (and others who the
patient loves and needs) from the ravages of the patient’s rage and self-
hatred; a rage and self-hatred that is truly excoriating in nature. While
borderline patients cut and burn themselves because they are dissociated
and need to feel real and because they need to relieve a tremendous
amount of anxiety, they also hurt themselves as a way of managing a
murderous degree of frustration and rage. Rather than wasting time feel-
ing upset, therapists wishing to work with borderline patients need to
remember that in many cases, this type of behavior began in childhood
and, at that time, had nothing to do with treatment and was secret in
nature. Rather than seeing self-harm as an iatrogenic form of behavior
with all of its meaning tied to treatment, it is probably more accurate to
see it as a long-standing form of self-soothing; a protective reflexing back
onto oneself of volcanic rage; and as an addiction with all the power that
implies.

The therapist’s first task is to empathize with the pain that led to self-
injurious behavior, while the second task is to make it plain to the patient
that they will not struggle with the patient over their self-mutilative efforts.
If the self-harm is medically insignificant, the patient should take care of the
injury themselves. However, if the self-harm is medically serious and the
patient cannot control it, the mutually agreed upon plan is to briefly hospi-
talize the patient. Once there, the patient can have time to think and cool
down, a medication consultation can take place, and patient and therapist
alike can have a brief but needed respite from one another. The third thing
to do is to act in a respectful manner toward this powerfully addictive form
of behavior. Much as alcoholics do not give up drinking until they are
ready, borderline patients will not give up self-mutilation until they have

24 Zanarini



found something or someone who can give them more of the comfort they
need and crave. Much as adolescents cannot be cajoled into growing up
faster because it is more convenient for their parents, borderline patients
cannot be nagged into giving up a form of self-soothing than can be
both physically agonizing and the source of feelings of euphoria. This
should be one of the goals of treatment, not a precondition for undertaking
such a venture.

4.2. Suicidality

Many borderline patients threaten suicide on a regular basis when they are
worried about being abandoned (1). Others make numerous suicide ges-
tures. Serious attempts are not infrequent. (See Chapter 18 for further
details.) About 3–10% of borderline patients with a history of being hospi-
talized at least once go on to attempt suicide (34–36).

The treater of a suicidal borderline patient needs to take a careful his-
tory of the patient’s suicidality; both threats and efforts. If a patient is prone
to suicide threats but has no history of gestures or attempts, a useful
approach is to ask them what they thought they were conveying by saying:
‘‘If my mother isn’t more understanding in the future, I am going to take the
family gun and shoot myself at Thanksgiving dinner.’’ Such borderline
patients may believe they were talking about their frustrations with their
mother and not realize that they were subtly shifting responsibility for their
anger from themselves to the listener, typically the therapist. Often a psy-
cho-educational approach that lets the patient ‘‘hear’’ how they sound
and that provides them with alternative ways of expressing their feelings will
be very helpful, if not openly appreciated.

Much the same approach can be taken with the borderline patient who
takes several aspirin and then presents at an emergency room or cut them-
selves with a plastic knife and hope to die. However, a very different
approach needs to be taken with the borderline patient with a history of
serious suicide attempts. Often such a patient will have a striking history
of mood disorder (typically unipolar in nature), an ongoing substance abuse
problem, and a family history of suicidality. All three of these factors need
to be taken into account when contingency plans are being made. When
dealing with this triad of risk factors, the patient should be encouraged to
get aggressive treatment for both the mood disorder and the substance
abuse. All too often treaters overlook a borderline patient’s emerging major
depression because it arises insidiously out of their chronic dysphoria. And
time and again, therapists make far too little of their borderline patient’s
drinking problem or abuse of prescription anxiolytics. Clearly, they need
to get clean and sober and stay that way until their life is under better
control. Alcoholics Anonymous and Narcotics Anonymous may be useful
for some borderline patients. However, others may need to seek out
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specialized treatment for their substance abuse problems [e.g., Linehan’s
treatment aimed at decreasing drug abuse among borderline women (37)].
Only after sobriety is achieved and maintained for a substantial amount
of time should a more traditional psychotherapy be undertaken.

Another important approach to treating the borderline patient with a
history of deep and prolonged depressions that have been associated with
serious suicide attempts is to empathize with the difficulty of managing such
a serious illness on top of all their other problems. It is both frightening and
discouraging to both patient and treater alike that depressive episodes keep
recurring and that they may be deeper and more prolonged as time goes by.
Often, simply having a treater address the implications of having a personal
and family history of depression and suicidality will be a relief to a borderline
patient. Relentlessly looking for interpersonally based precipitating factors
and encouraging them to believe that one day they will no longer have to
worry about being depressed may only be making them feel more discour-
aged and alone. It may well be that they will not get depressed again if all
goes well for them but it may be liberating to share the possibility that this
is a lifelong struggle and one in which you are prepared to participate.

Clearly, there is no known way of predicting which seriously ill border-
line patients will commit suicide. Plainly, it is a bad prognostic sign if a
family member has tried or succeeded in killing themselves. To the patient,
this represents the breaking of a taboo, such that what was once unthinkable
now enters the realm of the acceptable.

Often times a seriously ill borderline patient will begin to play a game
of ‘‘cat and mouse’’ with their therapist (and with their own life) around the
issue of suicidality. What can and should be done in such a situation? Ter-
mination always comes to mind and may realistically be an option if carried
out in an appropriate and ethical manner. Bringing other people onto the
treatment team, getting a consultation, and convincing the patient to live
in a more supportive setting is probably more helpful. It is also important
to talk with such a patient about the real possibility that they will die as a
result of all of their suicidal efforts and to let them know that you would
miss them, although your life will go on. Although some clinicians might feel
uncomfortable with this degree of self-disclosure, experience suggests that
most borderline patients have no idea of the affection and respect in which
they are held. On the other hand, it is important to address any misconcep-
tions about who would actually be dying by reminding the patient that any
vengeful feelings they have toward their treater or treaters will only be very
partially satisfied. If the patient has children, it might also be useful to dis-
cuss with them how their death might affect the children, particularly given
their own knowledge of the pain of being abandoned. In the most refractory
of circumstances, anticipatory mourning (or a deeply felt acknowledgement
by patient and treater alike of the grief that is sure to accompany suicide)
may help to alleviate some of the desperation driving such a patient. It also
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allows the therapist to come to grips with this very real possibility and may
even help the patient’s family accept that death may be on the horizon for
their child.

4.3. Other Forms of Impulsivity (Two or More)

Borderline patients are often prone to other forms of episodic impulsivity.
Among the most common forms are substance abuse, disordered eating,
promiscuity, verbal outbursts, speeding sprees, and reckless driving. While
not as obviously self-destructive as self-mutilation or suicide attempts, some
of these patterns, such as substance abuse and disordered eating, may have
long-term negative consequences for a patient’s physical health. Other forms
of impulsivity can lead to financial problems (e.g., spending sprees) or legal
troubles (e.g., reckless driving). Yet other forms of impulsivity, such as ver-
bal outbursts, can destabilize or even destroy already tenuous relationships.
However, all of these forms of impulsivity only serve to make the borderline
patient feel more out of control and to lessen whatever self-esteem they may
have had.

5. INTERPERSONAL PSYCHOPATHOLOGY

5.1. Intense, Unstable Relationships That Shift Between
Idealization and Devaluation

Borderline patients typically have at least one intense relationship that is
marred by frequent arguments and repeated breakups. These relationships
often shift between the unrealistic views of the important other as all good
or perfect, and all bad and not worth knowing. Many times clinicians take
these shifting views of others, particularly themselves, personally as if the
patient was deliberately choosing to see things in an unrealistically simplistic
manner. However, it is important for clinicians to remember that this type
of shifting paradigm or view of the other is common in children and adoles-
cents, and may more usefully be seen as immature rather than a form of
misbehavior.

5.2. Frantic Efforts to Avoid Real or Imagined Abandonment

Borderline patients tend to suffer from chronic fears of abandonment. In
this, they are not alone. However, two things separate their fears about
being abandoned from those of others. First, the fears are very intense. Sec-
ond, borderline patients often act on these fears—some of which are realistic
and some of which are exaggerated or a figment of the patient’s hypervigi-
lance. These actions can involve repeated efforts to reassure oneself that
abandonment is not near, begging others not to leave, and actually refusing
to leave their home or office.
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5.3. Devaluation

Devaluation has been viewed as one of the primary defenses of border-
line patients (31) or, alternatively, as a particularly annoying form of
‘‘misbehavior.’’ In reality, if properly understood, devaluation is useful for
patient and treater alike—at least in the initial stages of treatment. The value
of devaluation is that the borderline patient uses it to negotiate intimacy,
albeit in a very awkward manner. After all, no one bothers to put someone
down unless they are emotionally important to them in some way. Borderline
patients are affiliative by nature and wish to be close to others but are
hindered in their quest for closeness by their fears of being unwanted or used.

Devaluation is also potentially useful for the treater in that it is a
window into the patient’s own extraordinarily low self-esteem. Devaluation
is an emotionally taxing but still useful crash course in what the borderline
patient had to face on a day-to-day basis while growing up. In our experi-
ence, devaluation is learned at home while young, much like other over-
learned forms of behavior. And much like other forms of over-learned
behavior, the borderline patient is oblivious to the actual content of their
behavior and its effects on others. This is so because the families of many
borderline patients expressed their love and devotion in a ‘‘biting,’’ indirect
manner; and thus, the borderline patient is not fully and consistently aware
that implying or stating that someone is stupid, mean, or completely
unhelpful engenders hurt feelings in friends and treaters alike.

It is as though borderline patients speak a special language and trea-
ters must learn to translate this language rapidly for the therapeutic relation-
ship to proceed with a certain degree of smoothness and emotional tone.
Thus, a borderline patient may say: ‘‘No one loves me or listens to me.
No one cares.’’ The therapist, who is meeting with the patient at 7 in the
evening and feeling tired and hungry, can take this comment personally
and angrily confront the patient with her lack of gratitude. Or the therapist
can quickly translate this verbal missive into what the patient actually
meant: ‘‘I care so much for you. I wish that you needed me as much as
I need you.’’ This process of translation allows the treater to respond to
what the patient thought they said with a careful clarification that protects
the patient’s fragile self-esteem, while providing the patient with useful new
information in a manner that they can actually ‘‘hear.’’ Such a clarification
might be: ‘‘Sometimes people find it hard to let people know that they care
for them.’’ This type of comment gives the borderline patient time and room
to think about their behavior without being criticized for it. It is put some-
what in the third person and directed at the middle distance. It or a variant
on it will have to be repeated many times on many occasions before the
borderline patient seems to ‘‘get it.’’ However, clinical experience suggests
that even the most severely disturbed borderline patient has typically noted
this comment from the beginning, thought about it often, but will not
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acknowledge it or its usefulness until the desperation that underlies devalua-
tion has abated.

5.4. Manipulation

Most borderline patients are highly skilled at manipulation, which is defined
here as trying to get what one wants from others in an indirect manner.
Needs are not directly expressed and wishes are not completely owned.
Rather, borderline patients try to maneuver people in much the same man-
ner as small children put their mother’s hand in the cookie jar when they are
hungry for a snack. Much as children ‘‘use’’ their mother because they are
small and relatively weak and powerless, borderline patients try to take from
people that which might ordinarily be freely and openly given or at least
refused in a polite and respectful manner. But treaters often take manipula-
tion personally and respond by trying to control or ‘‘set limits’’ with border-
line patients. This is so because manipulation is both a felt assault on one’s
generosity and a seeming indictment of one’s naivete. Most therapists find
the borderline patient’s propensity to try to manipulate them demeaning
and hateful (as well as unnecessary), particularly as they have worked so
hard to give up these ‘‘uncivil and childish’’ forms of behavior themselves.

Here again as with devaluation, borderline patients are unaware of the
maladaptive aspects of their behavior and take a confrontation on their
manipulativeness as an assault on their right to live. Far better to use a clar-
ification aimed at the middle ground between patient and treater: ‘‘It is hard
for some people to believe that they can ever get anything they want.’’
Plainly, most people do not steal food at a buffet dinner. Nor do most hosts
get angry at a guest who mistakes a finger bowl for a glass of water. How-
ever, treaters often get so angry and outraged at a borderline patient’s
manipulative behavior that they respond with a chilly superego stance that
has more in common with Cotton Mather than Sigmund Freud. Borderline
people, like other people stuck in the awkward behavior of adolescence, will
respond better to a psycho-educational approach than a clerical edict. After
all, most of us learn more effectively while sitting in a comfortable chair
than while trapped in a walk-in refrigerator.

5.5. Demandingness

Borderline patients often are very insistent about getting what they want
when they want it. This behavior is often taken as an affront by their overly
civilized therapists who have worked hard to get what they want by asking
politely and waiting patiently. In this view, demandingness is both boorish
and embarrassingly obvious. Less experienced therapists often cringe in
horror at these naked demands, while quietly wondering if there is some-
thing to this brazen, if annoying, approach. More experienced therapists
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often intuitively realize that only the weak and powerless demand, while the
powerful only need ask.

Here too a psycho-educational approach is useful as is an admiring
view of the patient’s ‘‘prowess.’’ One might comment: ‘‘Good for you. You
are finally taking care of yourself.’’ Or alternatively, one might say: ‘‘It’s
hard to believe that polite people ever get anything.’’ Certainly, borderline
patients have been told repeatedly by their family and their previous treaters
that demandingness is offputting. But rarely is this behavior accepted as a
way station on the road to true assertiveness. While their false power should
not be allowed to rule the day, their efforts at being assertive should be
encouraged. This is an important goal in the work with borderline patients
as they are often timid and self-defeating, while at the same time, they rarely
go unnoticed due to their insistent bravado.

5.6. Entitlement

To most therapists, entitlement is the evil sister to demandingness. In this
view, entitlement is the inner state that underlies demanding behavior. Border-
line patients are seen as believing that they have a ‘‘divine’’ right to everything
they want and that the ‘‘rules of life’’ do not apply to them. In many ways this
perception is true. However, in our experience, it is important to remember
that the more ‘‘entitled’’ the borderline patient, the more like they are to be
starving themselves because they believe that they do not deserve to eat, or
cutting themselves because they think that they are bad or evil.

In many ways, what borderline patients feel entitled to is life the way it
used to be before everything went wrong. Or life the way it should have been
if everything had not always been wrong. Like most grieving people, border-
line patients are obsessed with the past and are unable to let go. The more
depleted they feel, the more they believe that only the impossible will make
them whole. Thus, borderline patients who have been abused as small
children want to be treated in the endlessly loving way that they believe
attentive mothers treat their toddlers. Or borderline patients who were
neglected when young want an always available parental figure who is never
tired, sad, or frustrated.

Much as latency-age children long to be the child of a famous person,
borderline patients feel that they deserve the childhood they never had. And
so they do. But reality dictates that dead people cannot live again and child-
hood is reserved for the very young. The job of a therapist of a borderline
patient is not to attack them for their heartfelt wish to be cared for in a
loving and tender manner but to mourn with them the simple fact that
the emotional carousel only goes around once for each of us. However, it
is also the job of the therapist to point out that life offers many kinds of
reparations but that these disguised adult substitutes can only be found in
the real world and are not hidden in the therapist’s office in some emotional
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toy chest that only the lucky few get to open. Neither persistence nor insis-
tence will bring back the childhood one never had. However, taking chances
on life may well bring the satisfaction and comfort one has been seeking.

5.7. Treatment Regressions

Just when a therapist feels that they have done a particularly good piece of
therapeutic work, some borderline patients may undergo a serious regres-
sion in outpatient treatment. Typically, there are two reasons for this. The
first is that the therapist has, or the patient believes that the therapist has,
inadvertently ‘‘promised’’ the patient more than they can or will deliver.
In this situation, the patient’s hopes for a perfect relationship have been
raised only to be dashed and the patient feels profoundly embarrassed,
betrayed, and enraged. And like anyone about to lose their spot in first class,
borderline patients hang on for all they are worth. Unfortunately for the
therapist, they hang on with all the maladaptive survival skills they have
at their command and the therapeutic relationship can soon take on the
appearance of a World War I battlefield strewn with the innocent being
punished by the terrified.

The second reason that a serious behavioral regression can occur in
outpatient treatment is that the borderline patient believes that they are
making too much progress in the real world and that their therapist now
believes that they are ‘‘all better.’’ Given the centrality of their emotional
pain to their sense of themselves (5), this can seem like an affront to all that
the patient holds most dear. And like a small child with a new brother or
sister, lessons recently learned can be rapidly abandoned in the desperate
emotional struggle that ensues. This emotional recrudescence of their aban-
donment fears can unleash a panic and rage that cannot be controlled in an
outpatient setting.

This, of course, may lead to an inpatient stay, which may eventually
lead to an even more profound behavioral regression. When cornered and
made to feel powerless, borderline inpatients may fight back and end up
hurting themselves to get back a sense of control (1). Or alternatively, they
may become despairing, abandon all pretence of control, and end up in
seclusion and restraints. Clearly, few of us do our best learning when tied
up and tied down. And for severely disturbed borderline patients, this type
of experience may reenact childhood experiences of physical and/or sexual
abuse.

Much as competent therapists do not offer needy borderline patients an
unlimited spending spree at an emotional toy store, a well-run inpatient unit
does not put a borderline patient in restraints for counter-transferentially
driven reasons such as ‘‘she said she was unsafe’’ or ‘‘he got really angry
and I thought he might lose control.’’ Much of the chaos in an inpatient
unit trying to work with a borderline patient arises from the inner feelings
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of the patient that they are being controlled or they have lost all control
and are again, small and powerless. However, a large measure of the chaos
arises because so many young people—patients and staff alike—are
trapped in a small space with all of their conflicted longings to be taken
care of and to take care of others casually intermingled (38,39). In such
a situation, borderline patients are going to notice that some staff mem-
bers are warm and nurturing, and others are more distant and controlling.
Soon, through the magic of projective identification, these staff members
are quarreling with one another over their basic worth. In the end, the
borderline inpatient will be punished in some way for being inconsiderate
enough to notice the real differences in attitudes that always exist in an
inpatient unit. The patient will be seen as deliberately ‘‘splitting’’ staff,
and nurses and mental health workers alike will have forgotten that much
as it takes two to tango, it takes two (or more) to engender a regression.
Put another way, it is hard to imagine a borderline patient bothering to
regress on a desert island. After all, regression is both an awkward and
an indirect form of communication as much as an act of desperation.

While both patient and therapist or inpatient staff are usually impli-
cated in some way when a treatment regression occurs, it is also possible
and even probable that the patient has experienced an upsurge in Axis-I
psychopathology that is autonomous in nature. Much as sometimes a cigar
is really just a cigar, often a depression is just a constitutionally driven
vulnerability gone awry. And it is difficult to overestimate the degree to
which a serious major depressive episode can exacerbate already existing
borderline psychopathology.

5.8. Special Relationships

As has been said in many places in this chapter, borderline patients long for
a warm and loving relationship with a generous and kind hearted mother
figure. They may also long to recapture the ‘‘special’’ but inappropriate
and/or unhelpful relationship that they once had with a parent or parental
figure. Both of these factors make them vulnerable to both unwitting and
predatory therapists. The unwitting therapist may believe that all that the
borderline patient needs is to be reparented. Often this belief goes
hand-in-hand with the belief that the patient is not really borderline but
rather suffering from a chronic form of PTSD and that all of their problems
are due to a childhood history of abuse.

However, what this evangelical therapist forgets or overlooks is that
the borderline patient is far more in need of the lessons most people learn
in latency and adolescence rather than the emotional swaddling clothes of
early childhood. As Maltsberger and Buie (40) have pointed out, such emo-
tionally tender psychotherapeutic trysts are often followed by enraged
re-enactments. This is so because borderline patients, no matter what their
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wishes, are not infants and know in some deep and pervasive way that they
are not nearly as appealing when balled up in a corner of a quiet room at the
age of 25 as they were when they were taking a nap in the back of the family
car at the age of two.

While experiences of too much giving and then an angry retrenchment
are common when treating borderline patients, actual friendships and love
affairs between borderline patients and their treaters can be catastrophic
for all the reasons that incest is so destructive. Love affairs are by definition
mutual and reciprocal. Borderline patients, while they certainly need suppor-
tive life partners, need their therapist as a guide to the rules of life, not the
disappointments of love.

5.9. Dependency and Counter-Dependency

Borderline patients are typically very dependent and prone to helping others
at the same time. Their counter-dependency can be seen as shame over nor-
mal wishes to be taken care of and a deeply held belief that their dependency
needs will not be met. It may also be seen as more adaptive and a personality
trait that may some day evolve into altruism. In this regard, Vaillant (41)
has found that creativity and generosity are the only two highly adaptive
orientations that people with a very troubled childhood are likely to achieve.
And thus, this trend should be encouraged in borderline patients. However,
they will encounter special difficulties in entering the helping professions and
their potential for envy-driven regressions will need to be anticipated and
addressed. Clearly, it is very difficult to help others if one is hungry for help
oneself.

The dependency of borderline patients often joins with their despera-
tion to lead them to request or demand more contact with their therapist
than is easy or appropriate to give. Sometimes therapists succumb to these
demands and end up exhausted and resentful. Other times they set very firm
‘‘limits’’ on their availability. Unfortunately, these limits are often set in
such a way that they imply that the patient is misbehaving and needs to
be controlled. Experience suggests that it is more helpful to teach borderline
patients about boundaries. These are areas that they draw around their own
space and time. As so many borderline patients did not learn about the most
appropriate interpersonal distances as children and vacillate between cling-
ing and fleeing behaviors, this can be a useful set of lessons. It also puts the
issue under the patient’s control and protects their dignity. In addition, it
makes it clear that the attainment and maintenance of appropriate bound-
aries is as much for the patient as for the treater.

This is not to say that there should be no limitations on the therapy or
the demands that a therapist can and should fulfill. Clearly, patients should
attend all of their appointments, come on time, leave when scheduled, make
some effort, no matter how awkward, to discuss what is actually going on in
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their lives, and pay their bills in full. Usually problems arise as much
because of a therapist’s guilt and their counter-transferential absorption
of the patient’s abandonment fears as because of the unrealistic demands
that a borderline patient makes. Put another way, therapists treating these
patients need to give themselves permission to sleep through the night and
to enlist the help of others when a particular patient is putting more strain
on them than can reasonably be borne.

However, this type of freedom requires that a therapist know that they
may be operating on the patient’s ‘‘borrowed’’ fears and that neither of them
will die as a result of acknowledging their separate identities.

Modern technology also provides treaters with help in dealing with the
borderline patient’s wish for frequent extra-session contact. Email has been
found to be a useful tool in this regard (42). Voice mail is also useful in
providing borderline patients with the contact they crave and perhaps need
due to their problems with object constancy (32). Voice mail allows them to
call at all hours, listen to their therapist’s voice and, in this way, restabilize
themselves. It also allows them the opportunity to record, replay, and then
erase angry messages that they do not want their therapist to listen to. This
process, while initially secret, typically finds its way into therapy and can
then be discussed in a useful way.

5.10. Distortions of the Truth

Borderline patients often lie or, at least, tell different people different ver-
sions of their truth. While some borderline patients have strong sociopathic
tendencies, the majority do not. Rather they lie for three reasons. The first
reason is to bolster their shaky sense of self by coming up with a personal
truth that is more bearable to them and, perhaps, more appealing to others.
In this regard, they may be boastful and claim accomplishments that are not
really theirs. The second reason is that they are particularly afraid of disap-
pointing others and/or being punished for being less than perfect. Thus,
they bend the truth, often through critical omissions, to avoid losing the
support of those they care about and trust. The third reason for their ten-
dency to make misrepresentations is that they do not know what the shared
or objective truth is. This can be due to their varied and shifting sense of
identity. It can also be due to the fact that treaters have been so insistent
that abuse is at the root of all of their problems, even if they disagree, that
they no longer have a personal narrative in which they believe and from
which they derive a sense of continuity and identity.

A useful approach when dealing with this tendency is for the therapist
to consistently point out the inconsistencies in what the patient is telling
them. This will put the patient on notice that others pay attention to what
they are saying and hold them accountable for at least trying to make sense
in a shared manner. The second useful approach is not crowding the patient
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with an externally imposed version of the truth of their life but instead lis-
tening carefully as they develop or, more probably, simply relate a personal
narrative they have been quietly, even secretly, working on for years.

5.11. Sadomasochistic Tendencies

Borderline patients often alternate between behaving like a victim and victi-
mizing others. They are both submissive and cruel by nature and training.
Therapists are quick to notice how cruelly they can behave and therapists
rightly resent trying to be controlled or treated in a cruel manner. Here
too they are likely to react by reinforcing or imposing overly strict ‘‘limits.’’
When using this approach, they often end up with a more compliant patient
or no patient at all as borderline patients often prematurely terminate treat-
ment when their feelings are hurt too deeply (43). Therapists are not as
good, in our experience, at noticing how masochistic their severely disturbed
borderline patients are. When angry and frustrated enough, therapists can
overlook the self-destructive aspects of many behaviors, such as bingeing
and purging, having unprotected sex, and routinely driving at 90 mph. They
can also come to view self-mutilation and even very serious suicide attempts
as forms of misbehavior meant only or mainly to ruin their evening, week-
end, or vacation. Clearly in this situation, the therapist is out of touch with
their own cruelty and has come to view the patient as all bad. Such simplistic
thinking is dangerous when treating borderline patients as it reinforces their
sense of their own inner badness. A more useful approach is to refuse to
struggle with them or to try to avoid attempts to control them. Rather,
an educational approach that points out how it is in their interest to take
care of themselves and not alienate others by treating them in the unfortu-
nate way that they remember being treated. Often appeals to self-interest
and the hopeful power of the golden rule are effective tools when working
with a borderline patient.

6. TOWARD DSM-V

Critics of the current system of diagnosing personality disorders have a
number of complaints. The first is that the criteria sets for the different
disorders often overlap. While the criteria sets could be drawn in such a
way in DSM-V that little overlap occurs, it might be more realistic to accept
that some forms of Axis-II comorbidity are true to nature [e.g., some
borderline patients meet the criteria for antisocial personality disorder
(APD), particularly if they are from a lower socioeconomic background].
This problem could also be addressed by eliminating all personality disor-
ders that have not been validated by the criteria outlined by Robins and
Guze 35 years ago (44). This would only leave BPD and APD.
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The second criticism is that the polythetic nature of the criteria sets
results in diagnostic heterogeneity. In terms of the borderline diagnosis, it
would be possible for one patient to be angry, empty, moody, have a serious
identity disturbance, and suffer from depersonalization. It would also be pos-
sible for another patient to make suicide attempts, have an eating disorder
and a drinking problem, have very stormy relationships, go to extraordinary
efforts to avoid feeling abandoned, and to be chronically suspicious and
hypervigilant. There are two ways to deal with this problem. The first is
to raise the required number of criteria from five to six (or even seven)
of nine (45). The second is to require at least one symptom from each
of the four core sectors of borderline psychopathology described in this
chapter. Researchers who have used the Revised Diagnostic Interview
for Borderlines (DIB-R) (46), which is divided into these sectors, have long
collected relatively homogeneous samples of borderline patients.

The third and perhaps the most serious of the criticisms of the DSM-
IV criteria sets for Axis-II is that they consist of signs and symptoms, and it
would be better if they were derived from the personality traits found in the
five-factor (or some other) model of normal personality. (See Chapter 4 for
a discussion of this issue.) In this view, personality disorders are life-long
disorders that consist of the severe end of the continuum of normal person-
ality. For example, BPD is seen as being best characterized by high neuroti-
cism and low agreeableness.

This criticism is also based on the belief that a dimensional measure of
psychopathology is better in that it uses all the data, while a categorical
diagnosis does not convey the severity of the disorder.

In many ways, this push to change the nature of the criteria for BPD
(and other personality disorders) comes at a most unfortunate time for those
interested in the borderline diagnosis. This is so because BPD has finally
achieved the status of a major mental illness and is considered by NIMH
as on a par with schizophrenia, bipolar disorder, and treatment-resistant
depression as a public health problem.

Some of this urge for change seems to be due to a misunderstanding
about the very nature of personality disorders. DSM-III stated that they
were somewhat chronic conditions and this unsubstantiated statement has
been taken by many observers as fact. However, the little evidence that
existed about the course of personality disorders prior to the development
of DSM-III suggested that they were forms of immaturity that improved
with time (41,47). In addition, the findings of more recent, methodologically
rigorous studies of the prospective course of BPD (and other Axis-II disor-
ders) suggest that remissions are common and recurrences are rare. (See
Chapter 10 on the course of borderline personality disorder.)

It seems reasonable to suggest that BPD (and other personality
disorders) are slow moving disorders, particularly when compared to Axis-I
disorders. In this view, they are relatively slow to resolve. This is a very
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different viewpoint than that they do not change over time and, thus, are
chronic. However, it would be important to include a measure of the severity
of BPD in the DSM-V. One group of researchers have suggested retaining the
type of criteria contained in DSM-IV but adding a measure of severity based
on the number of criteria for a particular disorder that are met (48).

Changing the very nature of the criteria for BPD in DSM-V would
logically seem to require that a dimensional model based on the extremes
of normal personality has greater clinical utility than the current system.
It would also seem to require an acceptance by third party payers. Addition-
ally, it would be important that it did not interrupt research programs that
are already underway. Finally, it would need to be proved that such a
system did not needlessly pathologize high functioning people who have a
certain set of personality traits but no psychosocial impairment.

7. CONCLUSIONS

Borderline patients are among the most challenging patients in the field of
mental health. Often they have suffered deeply as children and developed
a series of symptoms and behaviors that helped them survive while young
but which limit them as adults. Clinicians wishing to work with these patients
need to have an optimistic nature, a good sense of humor, and an iron consti-
tution. Common sense is probably a more important tool for their treaters to
possess than awish to conduct a sophisticated psychodynamic psychotherapy.

While many clinicians view such patients with anxious dread, we sug-
gest that one can admire the integrity with which they have dealt with their
pain. After all, not many people remain so loyal to and so respectful of such
disheartening experiences.
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1. INTRODUCTION

Environmental factors have always been thought to play a significant role in
the etiology of borderline personality disorder (BPD). Despite the recent
interest in and data to support major biologic and genetic contributions
to the development of the disorder (1–5), environment is still thought to
be significant. The aspect of the environment that has been thought to be
of significance in the development of BPD, however, has changed over the
60-odd years during which the BPD diagnosis or its progenitor descriptions
have been utilized (5,6). As with much of psychiatry during the first two-
thirds of the 20th century, the environmental factors that were initially
believed to contribute to the development of BPD were thought to result
from the internal or intrapsychic environment, especially from a strong
aggressive drive and failed attempts to defend against the expression of
those aggressive wishes (7,8). These theories were then expanded to capture
the nature of the external environment, most notably to the study of the
family environment of the infant and child who was later to develop BPD.
These theories explored the nature of attachment to as well as separation
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from the important parental or parental-surrogate figures in the child’s life (9–
12), and followed the trends prevalent in psychoanalytic thought at the time,
which focused on object relations and object relations theory (13–15). These
object relations conceptualizations have more recently expanded beyond
attachment to include theories of abuse and the impact of abuse upon object
relations (16) and the expression of symptoms of BPD (17–19).

Thus, many of the early descriptions of BPD or clinical presentations
that closely resembled what we currently label as BPD were organized
around the concept that the etiology of the disorder rested in the internal
organization of the psyche of the patient. By internal organization we mean
the mixture of inherited traits, temperaments, instinctual forces, and ego
strengths, which translate, in turn, into the individual’s defense mechanisms,
reality testing, and internalized object relations. Over the course of the sec-
ond half of the 20th century, these psychoanalytic constructs expanded to
include external environmental and social factors, especially maternal func-
tioning and family dynamics, and later the role of abuse (and neglect) in
upbringing and ego formation.

2. THE PRE-DSM-III DESCRIPTIONS OF BORDERLINE
PERSONALITY DISORDER

From a psychoanalytic perspective, patients who fell into disorders that we
would consider to be related to our current diagnosis of BPD frequently
presented clinically with multiple neurotic symptoms that were thought
initially to be defensive in nature but which responded poorly to classic
psychoanalytic techniques (6,20,21). This poor response to or intolerance
of psychoanalytic or psychodynamic psychotherapy was thought to lie in
the tendency of this therapeutic approach to encourage regression, depen-
dency, and, in these patients, overwhelming anxiety reactions (20). Under
these conditions, a not insignificant number of these patients developed psy-
chotic-like symptoms, especially in the transference to their analyst and other
significant figures, or dissociative symptoms that appeared to be rooted in
highly emotional past events (22–24). These highly emotional events were
thought to be past separations and losses. Hoch and Polatin (20) referred
to these patients as ‘‘pseudoneurotic schizophrenics.’’

These psychotic or psychotic-like symptoms appeared to resolve them-
selves without residual functional decline, and, today, we refer to these same
symptoms as peri- or quasi-psychotic experiences (25), though the question
of progressive functional decline probably occurred more frequently than
these psychoanalysts reported or suspected (26). Because these patients
lacked the usual stigmata of schizophrenia and were able to demonstrate
good reality testing at other times (27), some considered these patients as
occupying the border between neurosis and psychosis (6). Zilboorg coined
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the term ‘‘ambulatory schizophrenia’’ (28), and Knight used the label ‘‘bor-
derline states’’ (29) for similar conditions.

These repeated dips into regressive thought and behavior had a rhythm
to them over time, and changes in thought and behavior were accompanied
by fluctuations in or lability of mood. Schmideberg (30), in calling these pat-
ients ‘‘stably unstable,’’ and Frosch (27), in labeling them ‘‘psychotic charac-
ters,’’ were suggesting that these unstable states were part of the long-term,
persistent clinical picture of the disorder. Because of the regularity of the
instability, patients with these clinical presentations began to be thought of
as suffering from a character or personality disorder, rather than from a type
of disorder more closely related to schizophrenia.

The difficulties in psychoanalytic treatment not only related to the
development of a highly distorted, strong, and premature transference to
the analyst [often referred to as a psychotic transference (31,32)], but also
appeared to arise from a process where the therapy seemed to elicit from
the therapist powerful feelings of guilt, anxiety, rage, fear, or shame
(22,33,34). These powerful reactions on the part of the therapist to the
patient could lead to strong impulses among these therapists to rescue the
patient, which could, in turn, lead to a deep sense of professional inadequacy
(6,30). Many of these reactions on the part of caregivers were believed to be
the result of the patient’s projective identification. In the process of projective
identification, the therapist is thought to respond unconsciously to the
patient’s primitive instinctual drives, dependency needs, and immature
defense mechanisms that have been projected upon the therapist who subse-
quently identifies with the projections (35).

Kernberg’s seminal article in 1967 (7) on borderline personality orga-
nization (BPO) set the stage for our current definition of BPD by defining a
clinical construct consisting of impaired object relations, lack of integration
of one’s own identity, and the use of primitive defenses, including splitting,
denial, and projective identification, while maintaining the ability to test
reality. Other characteristics included affective and emotional instability,
free-floating anxiety, and sexual perversions (23). Grinker et al. (36) were
the first to empirically explore the borderline diagnosis, and this work led
up to the important review paper by Gunderson and Singer in 1975 (37),
which established criteria for BPD that were essentially used (along with
Kernberg’s concept of identity diffusion) to define the DSM-III diagnosis
of BPD (38).

3. A PSYCHOANALYTIC–OBJECT RELATIONS APPROACH
TO THE DEVELOPMENT OF BPD: THE INTERNAL
ENVIRONMENT

A detailed journey through early psychoanalytic theory is inappropriate for
this chapter, but a brief review of some important psychoanalytic constructs
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is useful not only for being able to place in context how clinicians thought of
the intrapsychic environment of the borderline patient, but also to helping
establish some of the cornerstones upon which the current environmental
theory builds.

The first few years of life are thought to be decisive for the formation
of personality. How the developing child is able to harness and control its
instinctual drives appears to set the stage for later coping skills and defensive
style. It is believed that if there is insufficient mastery of the anxiety and
frustration inherent in each developmental step, then normal progression
to the next stage may be temporarily or permanently halted. Another way
of thinking about this process of development with respect to the future
patient with BPD is to consider that if a stage is not completely mastered
then there can be a tendency in the future to fall back into (regress) that ear-
lier stage as a defensive posture when faced with significant stress in current
experience (10,12,15).

Borderline personality disorder patients or patients today who would
earn the diagnosis of BPD were thought by the generation of psychoanalysts
after Freud to have a fixation in the oral stage. The need for sustenance and
powerful dependence on ‘‘mother-like’’ figures could persist throughout life
despite growing older, and some of these dependency issues could present
clinically as the fear of being alone, overt expression of excessive depen-
dency needs, and overwhelming affective reactions to separation or rejec-
tion. Angry outbursts, poor impulse control, and unmodulated aggressive
tendencies as well as substance abuse and eating disorders can be viewed
as unrefined oral impulses continuing to be expressed in a not too well sub-
limated form in adulthood (39).

Object relations theory is based on the concept that how individuals
perceive of themselves and their parental figures, no matter how distorted
the memories or internal representations may be, colors the assumptions
that the individuals will make in all their interpersonal interactions. Melanie
Klein and her followers regarded the quality of object relations to be a
major determinant of personality development as well as a factor in the
development of severe mental illness. She believed that patients in the bor-
derline realm suffered from primitive or immaturely formed internalized
objects (8,15,40). Her ideas emphasized the oral fixation in borderline and
psychotic patients, and tried to correlate the fixation with the immaturity
of object relations. Klein thought that the ‘‘splitting’’ found among patients
with BPD resulted from the young child not being able to fuse or put
together in some coherent way opposing views of the same person. Thus
the prototypic parental figure remained split into two contradictory and
unresolved objects, e.g., one nurturing and gratifying and the other frustrat-
ing and punishing (40). These children seemed unable to understand that
people who are usually gratifying can sometimes be frustrating and punish-
ing. Klein thought that this split view of the object (parental figure) tended
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to cause a split in the experience or concept of the self as well. It is this intol-
erance of the split in the concept of the self that may then lead to projective
identification not only by rejecting one’s own aggressive (or other less than
positive) impulses but then also by projecting them onto another person, a
person whom the projector fears will then retaliate against them (40). This
projected aggression and other negative aspects of the self may be one
reason why BPD patients recall parents as more negative or depriving than
perhaps they really are (16,41,42).

In her writings, Melanie Klein attributes these oral fixations (and
subsequent object relations) to congenital or temperamental factors (8).
However, those analysts who followed Klein made a link between impaired
object relations and an individual’s experience of their environment (i.e., the
mother or the parents) in the first years of life.

Winnicott (12), a British pediatrician and psychoanalyst, was one of
the first psychoanalysts, along with Fairbairn (13), to propose a hypothesis
regarding maternal factors that contribute to the development of borderline
states. Winnicott questioned relying solely upon congenital factors in deter-
mining both normal and pathological personality development and placed a
much greater emphasis on maternal or parental factors. His concept of ‘‘the
good enough mother’’ is an attempt to describe a realistic role which the
mother would play in order to provide an environment adequate enough
for the infant to develop a healthy personality. Briefly, Winnicott thought
that the mother should respond to the infant’s expression of needs promptly
enough to avoid over-stimulation and undue frustration, since these latter
states may result in overwhelming aggressive impulses in the baby and could
prevent the maturation of its object relations. However, if the mother is too
attentive and controlling and does not allow the child to experience its needs
in a spontaneous way, early problems in the infant’s development of a true
sense of self may occur (12).

Winnicott emphasized the important part that aggressive impulses
play in the infant and baby. He conceptualized the mother’s role as being
a provider of a responding ‘‘holding environment’’ to prevent undue frustra-
tion of the baby’s needs. He thought that the mother needed to tolerate
some aggressive and angry expressions in the infant and child without reta-
liating and withholding love and affection. According to this model, border-
line conditions are thought to be a result of a failure of the mother to convey
continued expressions of love in the face of the child’s aggression or the
child’s attempts towards separation and individuation from the mother (12).

Margaret Mahler (10) wrote about borderline conditions being rooted
in the failure of the child to effectively negotiate and successfully move
through the rapprochement subphase of separation-individuation of early
(3–5 years old) childhood. Any attempt that the child makes during this per-
iod to move towards independence is reacted to by rejection or withholding
of love from the child by the parental figure. While Mahler emphasized the
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withholding of this love by the parent, we might today also consider that the
difficulty could lie in the child’s inability to perceive that love even when
conveyed. The child then perceives any anger toward the mother or attempts
to separate from the mother (which the mother may also interpret as anger
in the child) as resulting in the mother’s withdrawing of love. The child then
develops an inability to express rage or a tendency to suppress anger until it
can no longer be contained and then erupts in an uncontrolled, overwhelm-
ing outburst. The child learns to try to please the mother and fears that
separation from the mother will also lead to this withdrawal of love and nur-
turance. Thus the borderline patient’s fear of separation and abandonment
as well as outbursts of seemingly uncontrollable rage can be considered to
have its roots in early development (10).

Kernberg, whose work was mentioned above, incorporated the ideas of
Klein and Mahler into his concept of BPO which he defined as consisting of
(a) non-specific manifestations of ego weakness (i.e., poor coping and defen-
sive styles); (b) a shift toward primary process thinking (e.g., the tendency to
regress under stress); (c) specific defensive operations at the level of borderline
personality organization (e.g., the tendency to split or to utilize projective
identification); (d) pathological internalized object relationships (23).

Thus, the internal environment of the child who will become the per-
son with BPD is described as primitive because as a child the person has
experienced situations that have either caused a developmental arrest or
made them prone to regress under stress. This tendency to regress under
stress appears to occur particularly in situations of separation because of
the poor, inconsistent, and non-fused internalized representations of both
self and others. As children, future borderline felt misunderstood, especially
when expressing their feelings or having others empathize with them. In fact,
rather than empathy, the child may have encountered the threat of loss of
love and abandonment. Such threats, especially at a stage when a child is
totally dependent upon its parents, can lead to cognitive disorganization,
confusion, rage, passivity, excessive dependency, manipulation to keep the
other close, and extreme emotional pain when the love is actually, even if
it is temporarily, withdrawn. Because the child is unable to hold in the mind
a consistent picture of a loving and caring parent, the child can become very
desperate and manipulative in order to keep the object close, while at the
same time attempting to mold itself into what it thinks the important
person, who at the moment is the person it wishes not to leave and abandon
itself, wants it to be. If this happens repeatedly, the child is unable to
develop a consistent sense of self over time, because the self is a person
who plays a particular role at a particular time in order to please the object
and keep it from leaving.

The description above depicts much of the borderline patient’s beha-
vior, behavior that may be driven as much by the patient’s internal environ-
ment and internalized representations as by anything else, especially in
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interpersonal situations. This position does not deny the role of biology in the
process. For example, if a child has much fear and anxiety constitutionally,
even a good-enough parent may not be able to convey empathy or may fail
to calm the child well enough to allow the child to integrate various feelings
and move reasonably successfully through different developmental stages.
Then psychopathology may occur. The same may be said about a child
who is prone to constitutionally severe aggressiveness; because of experiences
that reinforce this constitutional predisposition, even parents who are very
effective in most instances may repeatedly fail to soothe the child.

4. THE REINFORCING EARLY ENVIRONMENT: ATTACHMENT,
LOSS, AND THE EARLY FAMILIAL ENVIRONMENT

The internal environment of infants is reinforced by the parenting they
receive. There may, in fact, be critical events or critical periods where oppor-
tunities for nurturance and validation, such as Mahler’s rapprochement sub-
phase of separation-individuation (10), take root and help enhance or
weaken the infant’s ability to cope with a wide variety of internal stimuli
as well as internal reactions to external events. An examination of childhood
experiences and the identification of specific environmental (parental or
familial) factors may help us to explain or predict the development of bor-
derline pathology, although these events or interactions, while viewed as
important, cannot fully explain the etiology of this disorder. It is probably
most useful to view borderline pathology as the outcome of multiple factors,
including many possible variations of early environmental disturbances as
well as temperamental and neurobiological factors (43,44).

Investigators seeking to understand the etiology of BPD have explored
the impact of early childhood losses or separations, inadequate parental
involvements, abuse, neglect, and disturbed or chaotic home environments
(19,45–48). Masterson (11) and others, building on the theories of Klein
(8), Mahler (10), Kohut (49), and Winnicott (12), view much of adolescent
borderline pathologic behavior as having its roots in the mother’s emotional
withdrawal in response to the child’s attempts to separate and individuate
before the age of 3. Adler and Buie (9) suggested that borderline pathology
was the result of disturbed development in response to maternal inconsis-
tency and lack of maternal empathic attunement (50). Such inconsistency
and lack of attunement culminates in a failure to develop object constancy
or in the inability to evoke positive and soothing images of others in times of
distress. This concept shows up in a modified, albeit behaviorally driven,
form in Linehan’s notion of the invalidating environment and the inability
of the patient with BPD to self-soothe (51).

While these more global theories of environmental limitations or
deprivations have been surpassed by the current focus on the role of
childhood physical and sexual abuse in the etiology of BPD, it is important
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to consider and review other childhood experiences such as attachment
disturbances, caregiver neglect or emotional withdrawal, or inconsistencies
in parental interactions as representing significant risk factors (48,52–55).
The section below focuses on these issues.

Bowlby, in his work on attachment theory (56,57), described normal
development as requiring a degree of reciprocity in early relationships.
Infant attachment behaviors such as smiling and clinging are reciprocated
by adult attachment behaviors such as holding and soothing. It is thought
that the infant’s experience of various environmental cues results in the sub-
jective feeling of security or insecurity. The ability to be able to learn to reg-
ulate one’s emotions is believed to be based, in part, on the quality of this
early reciprocity between caregiver and infant. If the infant learns that its
emotional responses or experiences of affective arousal, both positive but
particularly negative, will be met with soothing by the adult, then the idea
of the world as a benign and supportive place is reinforced. The child learns
that homeostasis can be reestablished even in the face of strong emotions.
Bowlby suggested that the infant’s experiences with the caregiver become
organized into internal working models of attachment or representational
systems of the self and others that ultimately become enduring prototypes
for future relationships (object relations). In other words, early internalized
object representations of self and others greatly influence future ideas about
oneself and one’s relationships with others and the world.

Bowlby postulated the development of two forms of disturbed attach-
ment in later childhood and adolescence; one related to emotional over-
involvement by the parent beyond that which is appropriate for the age
of the child, and the other related to role reversal or parentification, wherein
the child experiences pressure to act as an attachment figure for the parent
(58). Ainsworth (59) identified children who at 1 year displayed a disorga-
nized/disoriented pattern of attachment in a ‘‘strange situation.’’ In one
empirical study, these children initially appeared more organized by age 6,
but, on closer examination, they revealed a pattern of role reversal in their
attachment in which they took on a caregiver’s role and displayed attempts
to control others as a way to organize their own behavior (60).

That caregiver experiences serve to organize future attachment
relationships has been considered important in some etiologic explanations
of BPD. Gunderson (53) points to the borderline patient’s intolerance of
aloneness and fear of abandonment as having roots in insecure attachments.
These attachments often are manifest in the need ‘‘to check for proximity,
signaling to establish contact by pleading or other calls for attention or help,
and clinging behaviors’’ (p. 753) that are exhibited by both ambivalently
attached/preoccupied children and patients with BPD. Consistent with this
view is the observation of more frequent use of transitional objects by adult
patients with BPD, who may be seen as lacking a stable internalized repre-
sentation of the other (61–63). Like the child who needs a special blanket or
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a stuffed animal to feel a sense of security and consistency from one situa-
tion to another, particularly in an unfamiliar situation, these adult patients
have a variety of inanimate objects that play this role (61,62).

Normative observations of the infant attachment system suggest that
attachment issues alone are probably insufficient to fully account for border-
line pathology. It has been pointed out that anxious attachments are not
uncommon in certain populations of children (64,65), and that anxious infant
attachments often culminate in relatively stable adult attachment and attach-
ment strategies (66). Yet it has also been emphasized that borderline patients
may have a poorly constructed self-structure (internalized representation of
the self) and a tendency to regress to non-mentalistic (non-reflective and more
regressively reflexive) thinking states in times of emotionally charged inter-
actions, primarily due to a disorganized or disoriented attachment system
developed in infancy from various communication errors and inappropriate
caregiver responses to the infant’s distress (64). This flawed self-organization
may also sensitize these children to later trauma, as Fonagy points out, since
‘‘Not being able to experience themselves from within, they are forced to
experience the self from without . . . . The child’s self-development is delayed
and it remains on the look-out for an object, which, once internalized,
would be capable of bringing about an integration of self-states’’ (64, pp.
113–114). In the case of a child later subjected to trauma or maltreatment,
such vulnerability would be expected to have especially dire consequences.

Other studies have supported not only the hypothesized relationship
between dysfunctions of the attachment system and BPD (48,54,55), but
also the possible family and intergenerational effects that may relate to dis-
turbed attachment representations and negative affective styles in parent–
child interactions (52). In a study of 358 patients with BPD, Zanarini
et al. (48) found that significant predictors of a diagnosis of BPD included
reported emotional denial by a male caretaker and inconsistent treatment
by a female caretaker. Other predictors were female gender and sexual abuse
by a male non-caretaker. In another study using the same sample, Zanarini
et al. (50) reported that patients with BPD, when compared to Axis-II com-
parison subjects (N¼109), experienced both of their caretakers as not vali-
dating their feelings [again reminding us of Linehan’s concept of the
invalidating environment (51)], withdrawing from them emotionally, and
not providing them with protection when needed [a concept shared by Nigg
and colleagues in their work on malevolent object representations (67)].
Zanarini and her colleagues refer to this as ‘‘biparental failure’’ (50).
Feldman et al. (68), in a study with a small number of subjects, found that
families of borderline patients (N¼ 9) had mothers that were rated as more
‘‘unstable’’ and lower on scores for cohesion and organization (but not con-
flict) than mothers from families of patients with other personality disorders
(N¼14). In a sample of 85 female outpatients, West et al. (55) found that
attachment scales of feared loss, compulsive care-seeking, and angry
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withdrawal were associated with a diagnosis of BPD. And in a sample of 393
18-year old participants, Nickell et al. (54) found that measures of parental
bonding and attachment scores, in particular insecure attachment, anxious
or ambivalent attachment, and a perception of a relative lack of caring from
one’s mother, were associated with borderline pathology beyond what was
accounted for by other factors such as gender, other adverse childhood
experiences, Axis-I disorders, or Axis-II symptoms.

There are a number of studies by Paris and his colleagues using the Par-
ental Bonding Index (PBI) that also support this lack of attachment or lack
of parental responsivity in childhood among adult patients with BPD. Male
borderline patients reported a higher paternal control score on the PBI (69)
and female borderline patients reported a lower maternal affection score on
the PBI (70). Parker et al. (71) using the Measures of Personality Style, an
instrument that is described as a refined form of the PBI, found that patients
with major depression who evidenced borderline ‘‘styles’’ described both
fathers and mothers as indifferent, over-controlling, and abusive. Baker
et al. (41) reported that patients with BPD (N¼31) rated both parents as
more ‘‘unfavorable’’ on the Adjective Checklist (72) than non-borderline
depressed subjects (N¼15) or carefully selected normals (N¼14). Fathers
of the BPD subjects fared worse on this measure than mothers, and analysis
of covariance revealed that a significant portion of the father scores was
related to age of the subject and sexual abuse.

These studies provide substantial evidence to support constructs of
disturbances in early attachment and bonding among comprehensive etiolo-
gical models of BPD. But in evaluating the results of all these studies, we
need to take into account the study by Gunderson and Lyoo (42) which
revealed that while borderline patients clearly perceive (and thus rate) their
families more negatively than families in normative samples, the parents of
these families tend to rate themselves quite similarly and more in line with
the ratings of the ‘‘normal’’ families. Only studies of high-risk children
and community studies of children (which also use direct interviews of
parents and other informants) will allow us to determine the family
environment associated with BPD. In fact, it is likely that there is a conti-
nuum of family distress or dysfunction, ranging from the less than ideal
to the truly pathological.

5. THE ENVIRONMENT OF EXPERIENCE: CHILDHOOD
MALTREATMENT AND ABUSE

The difficulty in evaluating studies of childhood sexual abuse, physical
abuse, and neglect among patients with BPD is the fact that all these studies
are retrospective. Retrospective reports suffer from a number of shortcom-
ings. Patients with BPD are thought to be suggestible and prone to impres-
sionistic thinking (73) and to have a tendency to see neutral events in more
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negative ways. Kurtz and Morey (74) presented positive, negative, ‘‘neutral,’’
and ‘‘ambivalent’’ words to 20 subjects with BPD and major depression, 20
with only major depression, and 20 comparison subjects and asked the
subjects to record a ‘‘like’’ or ‘‘dislike’’ judgment to each of the words.
The BPD subjects judged significantly fewer neutral words as ‘‘like’’ than
did the other two groups (<50% of the time vs. >70% of the time for the
other two groups); BPD subjects also judged significantly fewer ambivalent
words as ‘‘like’’ than did the normal controls. In addition, in Donegan
et al.’s study of amygdala hyper-reactivity (using fMRI), some of the border-
line patients experienced the neutral faces as threatening (75).

While patients with BPD may give a negative spin to neutral or
ambivalent experiences or recollections, there is convergent validity to
assume that 65–80% of recollections of abuse, particularly sexual abuse,
are accurate (76,77). While the argument is made that people may ‘‘make
up’’ the abuse or develop memories of abuse because of suggestions made
by therapists or others (78,79), the work by Williams reveals that among
subjects where there is documentation (through court records) of past child-
hood sexual abuse, on follow-up an average of 17 years later, only 72%
recalled the abuse (80,81). Memory can be distorted in both directions creating
both false positives as well as false negatives, but the studies of sexual and
other forms of abuse among patients with BPD cannot and should not be
discounted.

The studies that examine the prevalence of childhood sexual abuse
among borderline patients are numerous. These explorations of childhood
sexual abuse among patients with BPD were fueled, in part, by remarks
made by Michael Stone in 1981 when he noted, ‘‘I suspect there is another
and purely psychogenic factor contributing to the excess of females among
groups of borderline patients: the occurrence of incestuous experiences dur-
ing childhood or adolescence. This factor seems to have been overlooked in
previous studies of borderline conditions. Chronic victimization of this sort,
by a father or an uncle, cannot help but have damaging effects upon the psy-
chic development of a young girl. These effects will generally consist of
impaired relationships with men, mistrust of men, inordinate preoccupation
with sexual themes, impulsivity in the area of sex, and often enough, depres-
sion’’ (82, p. 14). In the 25 years since Stone wrote those comments, there
have been numerous studies that suggest that the prevalence of childhood
sexual abuse among patients with borderline personality disorder is higher
than expected (18,19,48,69,70,77,83–88) (see Table 1 for further details).
The rates of overall sexual abuse ranged from 16 to 75% (median¼ 52%).
In terms of caretaker abuse (parent or step-parent), rates ranged between
0 and 33% (median¼26%).

When sexual abuse is measured by severity, with penetrating sexual
abuse, ongoing (repeated) sexual abuse, and sexual abuse that can be
defined as incestuous being considered the most severe, the severity of abuse
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is correlated with overall borderline psychopathology (18,19). Zanarini and
colleagues in a sample of 290 inpatients with BPD have shown that a mea-
sure of severity of sexual abuse correlates highly with the severity of the cog-
nitive and interpersonal symptoms of BPD as well as overall psychosocial
impairment (19). Perhaps more importantly, this study revealed that the
severity of sexual abuse was highly correlated to severity of other forms of
childhood abuse (verbal, emotional, or physical) as well as to severity of
childhood neglect. Both the Zanarini et al. study and the Silk et al. study
(18) found that among patients with BPD who reported childhood sexual
abuse, 75% reported abuse that continued over a period of at least a year,
was penetrating, and/or involved a caretaker. Both studies also found a cor-
relation between severity of sexual abuse and severity of self-mutilation and
suicidality.

Despite these studies associating childhood sexual trauma with BPD, a
recent Canadian study found no association between childhood abuse and
the outcome of the disorder with a very long-term follow-up [mean¼ 27
years (89)]. In addition, a meta-analysis of 21 studies and 2500 patients from
1980 to 1995 found a correlation of 0.28 between childhood sexual abuse
and the BPD diagnosis (90), a correlation that was certainly not as strong
a relationship as one would have predicted given the individual studies of
childhood abuse and BPD as referenced above. Perhaps the early studies
of the relationship of childhood abuse and BPD were strongly influenced
by the fact that the majority of patients studied were inpatients and thus
may have represented the most severe of borderline patients.

There are studies that look at whether emotional abuse, neglect, and/
or physical abuse are associated with BPD or are reported more frequently
among patients with BPD. The prevalence of physical abuse in borderline
personality samples has been shown to range from 10 to 73%
(median¼ 46%) (see Table 1). The results of these studies have been mixed
at best, with some studies reporting more frequent physical abuse among
patients with BPD when compared to other groups of patients and controls,
and other studies not finding a significant increase in prevalence. These
inconsistent findings may stem from the fact that physical abuse is often
ill-defined, and many patients consider what we might call physical abuse
acceptable physical punishment for some childhood transgressions.

In Zanarini et al.’s study of 290 inpatients with BPD, both severity of
childhood sexual abuse and non-sexual childhood abuse (verbal, emotional,
and physical) were significantly related to dysphoric affects and cognitions
specific to BPD. The degree of psychosocial impairment was also correlated
with non-sexual abuse (19).

Neglect has also been hypothesized to contribute to the development of
BPD. Zanarini et al.’s study found associations between childhood neglect
and eight of nine borderline symptoms including overall severity of BPD
(19). In that particular study, neglect was defined as physical neglect,
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emotional withdrawal, inconsistent treatment, denial of the patient’s
thoughts or feelings, failure to establish a real relationship with the patient,
placing patient in a parental role, or failure to provide needed protection.
Zanarini et al. (50), as noted above, applied the label of ‘‘biparental failure’’
to large numbers of both borderline and other personality disorder subjects.
These investigators found that borderline patients were significantly more
likely than the Axis-II comparison subjects to have experienced emotional,
verbal, and physical abuse by both male and female caretakers, although
there was no difference in the rates of sexual abuse involving parents of both
genders.

The purpose behind all these studies is to try to better understand the
relationship of childhood trauma in general, and childhood sexual abuse
specifically, either to the etiology of BPD or to a better explanation of the
roots of some of the clinical signs and symptoms found in BPD. In addition,
abuse could explain why attachments in early childhood between parent and
child were hypothesized to be abnormal among children who would develop
BPD in adulthood. It could also explain some of the disturbed object rela-
tions (both of self and other) found in adult patients with BPD. If your sup-
posed protector is also found to be your abuser or did not notice the abuse
that was occurring with others, then issues such as trust and boundary main-
tenance as well as symptoms such as affective dyscontrol, anger, transient
psychosis, and dissociation would not be surprising.

There was also some hope that if patients with BPD were found to
have suffered child sexual (and other forms of) abuse, then perhaps the
attendant stigma that appears to attach itself to patients who carry the diag-
nosis of BPD might be reduced. Unfortunately that has not turned out to be
true, and now it appears that while patients with BPD who have also suf-
fered severe abuse may have some explanation for their symptomatology
and behavior, it also seems that too often the concurrent presence of abuse
in borderline patients just creates more interpersonal and relatedness diffi-
culties for the patient and does not provide any easier a path for resolution
or modification of these patients’ difficulties.

What we can currently conclude is that as Zanarini has suggested,
‘‘childhood sexual abuse is neither necessary nor sufficient for the develop-
ment of borderline personality disorder’’ (48, p. 1105), but we also know
that abuse experiences in many borderline patients seem to have played a
pivotal role in the eventual development of the disorder. More comprehen-
sive answers may lie in a better understanding of how genes and genetic pre-
dispositions make people vulnerable or resistant to child rearing and other
life experiences. Biologic evidence exists for how severe and sustained
trauma may provide a framework for the development of BPD (91,92).
Some of the most intriguing findings are the recent studies that explore gene–
environment interactions and the impact and interaction of life events on
patients with varying genetic predispositions (polymorphisms), particularly
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studies of infants with a short D4DR allele and those homozygous for the
short 5-HTTLPR genotype (93). Further, there have been recent studies in
primates of the effect of poor rearing and its impact on 5-HT (5-HIAA)
metabolism (94). A most intriguing study into the intricacies of gene–
environment interactions on personality functioning, performed by Caspi
et al., revealed that a polymorphism in the gene that codes for monoamine
oxidase A can have profound effects on the impact of child abuse on adult
behavioral functioning (95). These studies, and many others to come, may
help us understand how these environmental experiences and events
impact genetic predispositions to lead to the expression of psychopathol-
ogy, especially in areas of interpersonal functioning.

6. CONCLUSION

These three theories, the internal environment, the reinforcing early environ-
ment, and the environment of the experience of abuse have a number of
things in common. First, they all undermine the child’s confidence in itself
as well as confidence in the interpersonal environment. Second, each rein-
forces a sense of uncertainty and vulnerability in the infant and developing
child, a vulnerability that comes from perhaps having powerful drives and
feelings that are difficult to tame, or not so powerful feelings but growing
up in settings where the feelings are not recognized and/or are not allowed
to be expressed.

The end result appears to be similar. A child grows up into an inade-
quate adult, unable to cope not only because its feelings seem paramount at
the moment, but also because the power of the feelings repeatedly defeats
attempts to behave in more adult ways when stressed. The view from the
patient is that there is no safety or comfort in the world. Rather than pro-
gressing through life with a relative sense of ease (notwithstanding everyday
neurotic anxieties and stressors), life is a struggle not only to control one’s
feelings but also to actually know what one’s feelings are and to be able to
engage oneself and other people in some consistent form of interpersonal
interaction. The persistence of these unstable states, particularly in interper-
sonal interactions, may have strong genetic or constitutional underpinnings,
or the repeated stressors of living without a consistent sense of self, others,
and the world creates biological vulnerabilities and actual biological changes
that are reinforced and concretized in neurobiological circuits. The results
are that poor and inconsistent coping strategies are repeatedly but usually
unsuccessfully employed in attempts to attain mastery.

The exploration of various forms of abuse and their relationship to
BPD has now been studied for at least two decades. While there may be
some inconsistencies in the details, it does appear that childhood abuse,
either sexual abuse alone or sexual abuse in combination with other forms
of childhood abuse and neglect, is found very frequently in the histories
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of many patients with BPD; and that this abuse, especially when it is severe,
contributes to or reinforces some of the symptoms that we observe in
patients with BPD.

The question arises as to whether there is more to learn from continu-
ing to study abuse in patients. This does not mean that research into the
types and frequencies of abuse experiences in BPD should stop. But the
research must go further than it has in the past, and, in doing so, it must
begin to incorporate biological parameters so that the biological correla-
tions and manifestations of the impact of the abuse can begin to be better
understood. Integrated studies across diagnoses, abuse parameters, biologi-
cal indices, and specific symptoms, such as those briefly mentioned above
(91–95), are needed. Studies that combine or integrate BPD symptoms with
abuse histories with biological and neuroanatomical investigations will lead
us to understand better the impact of abuse on biological systems and the
clinical or phenotypic expression of those systems.
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A Temperament Model of Borderline
Personality Disorder

Thomas A. Widiger

Department of Psychology, University of Kentucky, Lexington, Kentucky, U.S.A.

The purpose of this chapter is to provide an understanding of borderline
personality disorder (BPD) with respect to the dispositional temperaments
of general personality functioning. Allport (1), often described as the father
of personality psychology, provided one of the earliest definitions of
temperament. ‘‘Temperament refers to the characteristic phenomena of an
individual’s emotional nature, including his susceptibility to emotional
stimulation, his customary strength and speed of response, the quality of
his prevailing mood, and all peculiarities of fluctuation and intensity of
mood’’ (1). Emotional regulation is considered to be a fundamental compo-
nent of temperament (2), although many researchers also include attentional
self-regulation (3). Virtually all models of temperament ‘‘have emphasized
behavioral consistencies that appear early in life, that are frequently but not
exclusively emotional in nature, and that have a presumed neurobiological
basis’’ (4).

Temperament is often distinguished from personality (5). Personality
traits identified within infancy and childhood are generally considered to be
essentially equivalent to dispositional temperaments (4), whereas ‘‘personality
is the dynamic organization within the individual of those psychophysical
systems that determine his unique adjustments to his environment’’ (1).
Values, attachment patterns, self-esteem, self-presentation, and identity are
included within most models of personality functioning and these can be
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distinguished from underlying dispositional temperaments. Nevertheless, it is
also difficult to identify individual differences that are stable across time and
provide a meaningful, important contribution to a person’s functioning that
do not in fact have strong heritability (6). Childhood temperament is gener-
ally considered to provide the emotional substrate from which personality
develops (7). Differences in temperament can affect childhood and personal-
ity development in a variety of ways, through the selection of environments in
which to act, the perception of environment, the development of self-image,
the susceptibility to positive and negative experiences in learning, and the
reaction of parents and other persons to the child (8). Personality traits are
not equivalent to temperaments, but it is difficult to imagine an enduring
feature of personality that does not itself correspond to a neurobiological
system that, in turn, had a neurobiological foundation early in life.

1. FUNDAMENTAL TEMPERAMENTS

Quite a few dispositional temperaments have been identified in children
(9–12). Shiner (4) suggests that they can be readily organized and integrated
with respect to three (or more) of the five broad domains of general
personality functioning identified with the five-factor model (FFM) (13):
neuroticism, extraversion, and conscientiousness.

The domain of neuroticism is generally considered to be essentially
equivalent to a dispositional temperament of negative affectivity (2). ‘‘Dimen-
sions tapping negative emotions emerge in virtually all temperament and
personality models’’ (4, pp.321 and 322). Negative affect includes anxious-
ness, depressiveness, anger, and general distress or dysphoria. Persons high
in negative affectivity experience the world as threatening, problematic, and
distressing (2,5).

Negative emotionality can have a powerful effect on childhood and on
personality development. Negative emotionality not only impacts mood,
feeling, and self-image, but it can also have a direct impact on social func-
tioning, popularity, peer acceptance, and social skill development (10,14,15).
Depue (16) hypothesizes that negative emotionality is generally modulated
through norepinephrine activity in the locus ceruleus.

A second fundamental temperament appears to be positive emotionality.
Persons high in a positive emotionality are generally energetic, enthusiastic,
cheerful, and confident (2). Positive emotionality provides the disposition to
be vigorously active and engaged with the environment, particularly with
other persons. Positive emotionality corresponds closely with the extraversion
domain of the five-factor model (13). Watson and Clark (17) suggest that
positive affectivity provides the motivating force for extraversion, reflecting
individual differences in a behavioral activation (or reward sensitivity) system
(5,18,19). Reward sensitivity is the tendency to experience ‘‘an incentive
motivational state that facilitates and guides approach behavior to a goal’’
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(18). Persons who are high in positive emotionality are generally quite grega-
rious and extroverted, whereas persons at the lowest levels of this domain
are generally highly introverted, passive, uninvolved, and perhaps even
anhedonic. Depue (16) suggests that two major ascending dopamine projec-
tion systems (mesolimbic and mesocortical) underlie the incentive motivation
and thereby extroversion and positive emotionality.

A third fundamental temperament is constraint. ‘‘All of the tempera-
ment and personality models surveyed [by Shiner (4)] encompass aspects of
control or constraint’’ (4). This domain of personality functioning is
generally concerned with task persistence and attention focus, or ‘‘individual
differences in the tendency to behave in an undercontrolled versus over-
controlled manner’’ (2). Persons low in constraint will tend to be disinhi-
bited, impulsive, negligent, careless, lax, reckless, or irresponsible. Persons
who are moderately high in constraint will tend to plan carefully, will avoid
risks and dangers, and will be disciplined, deliberate, conscientious, and
achievement-oriented. Persons excessively high in constraint can be compul-
sive, workaholic, and obsessive. Depue (16) suggests that this domain of per-
sonality functioning involves primarily activity in serotonergic (5-HT)
projections.

2. THE TEMPERAMENT OF BORDERLINE PERSONALITY
DISORDER

Most of the features of BPD can be understood as extreme variants or
expressions of the temperament of negative affectivity (20). The facets of
negative affectivity identified within the general population include anxious-
ness, depressiveness, angry hostility, impulsivity, self-consciousness, and
vulnerability (21). These facets may not suggest to some persons the symp-
toms and problems of persons with a borderline personality disorder, as
patients diagnosed with a borderline personality disorder are more than just
anxious and self-conscious (22). However, it is important to appreciate that
the descriptions of this domain in general personality research are in terms
of the normal (average) range of personality functioning. Descriptions of
persons with an average level of intelligence or blood pressure would also
fail to convey the maladaptive nature of the extreme variants of these
domains of functioning. However, persons at the very highest levels of
anxiousness, depressiveness, angry hostility, vulnerability, and impulsivity
would evidence and display the affective dysregulation, intense emotional-
ity, rage, and self-destructiveness of persons with a borderline personality
disorder.

A translation of the DSM-III-R (23) diagnostic criteria for borderline
personality disorder in terms of the maladaptive personality traits included
within the five-factor model was provided by Widiger et al. (24), and was
subsequently updated for DSM-IV (25,26). The DSM-IV translation is
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provided in Table 1. For example, it is straightforward to characterize
the borderline patients’ inappropriate, intense anger and their difficulty in
controlling anger as being an extreme expression of the angry hostility facet
of negative affectivity. The affective instability of BPD that is evidenced by
intense episodic dysphoria, irritability, and/or anxiety is readily understood
as a fluctuation among the anxiousness, depressiveness, and angry hostility
facets of negative affectivity.

Vulnerability is another facet of neuroticism (21). Persons with very
high levels of emotional vulnerability are easily rattled, panic easily, and
are unable to deal with stress. Borderline patients would be at the very
highest levels of these feelings of vulnerability. Their frantic efforts to avoid
abandonment are behavioral expressions of their very intense sense of
vulnerability. The unstable and intense relationships of the borderline
patient can also be understood as being secondary to very severe emotional
instability, anger, vulnerability, anxiousness, and depressiveness. Similarly,
the self-mutilation and suicidal gestures commonly seen in persons with this
disorder might also reflect the severe dysphoria, anxiousness, depressiveness,
vulnerability, and helplessness that would be evident in persons at the
highest levels of negative affectivity.

Self-consciousness within the normal range of the general community
is confined largely to feelings of uncertainty regarding self-image, interper-
sonal insecurity, and concerns regarding an acceptance by others (27).
The personality disorder of BPD involves the most extreme expression of
this insecurity in self-image, including uncertainties regarding long-term
goals, preferred values, and other aspects of identity. The impulsivity of
BPD could as well be a direct expression of the impulsivity of FFM neuroti-
cism. Within the normal range of expression, this impulsivity is evidenced by
an inability to resist impulses and transient urges (27). At the most extreme
levels of impulsivity, one would see the severely self-damaging impulsivity of
BPD, including excessive spending, sexual indiscretion, substance abuse,
reckless driving, and binge eating.

The only features of BPD that are not readily translated into direct
expressions of negative affectivity are the feelings of emptiness and the
transient experiences of paranoia or dissociation (25). It is possible that these
features could also be considered to be indirect or secondary expressions of
negative affectivity (e.g., emptiness might be related empirically and concep-
tually to dysphoria). These features of BPD could be transient, stress-related
reactions of the disorder rather than maladaptive personality traits. Tyrer
(28), for example, has suggested that some of the symptoms of BPD are bet-
ter understood as expressions of a time-limited mood, paranoid, dissociative,
substance, or eating disorder rather than maladaptive personality traits.
Many of the specific behavioral symptoms of BPD (e.g., self-mutilation
and frequent hospitalizations) will represent an interaction of the affective
instability with environmental stressors.
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Table 1 Five Factor Model Conceptualizations of Borderline Personality
Disordera

DSM-IV
Coding Researchers Clinicians

Neuroticism
Anxiousness High 4.04 4.25

Angry hostility High 4.75 4.56

Depressiveness High 4.17 4.03

Self-consciousness 3.17 2.94

Impulsiveness High 4.79 4.38

Vulnerability High 4.17 4.03

Positive affectivity (extraversion)
Warmth 3.21 2.69
Gregariousness 2.92 3.28
Assertiveness 3.17 3.69
Activity 3.29 3.56
Excitement-seeking 3.88 4.06

Positive emotions 2.63 3.16

Openness to experience
Fantasy 3.29 4.00
Aesthetic 2.96 3.19
Feelings 4.00 3.84
Actions 4.00 3.78
Ideas 3.21 3.69
Values 2.88 3.00

Agreeableness
Trust Low 2.21 1.69

Straightforwardness 2.08 1.94

Altruism 2.46 2.31
Compliance Low 2.00 1.81

Modesty 2.83 2.56
Tender-mindedness 2.79 2.47

Conscientiousness
Competence Low 2.71 2.78
Order 2.38 2.31
Dutifulness 2.29 2.22
Achievement striving 2.50 2.72
Self-discipline 2.33 2.34
Deliberation 1.88 2.09

aDSM-IV coding were FFM descriptions of BPD by Widiger et al. (2002) based on their

interpretation of the DSM-IV criterion sets; researchers’ descriptions were obtained by Lynam

and Widiger (2001) on a 1–5 point scale; clinicians’ descriptions obtained by Samuel and

Widiger (31)

Scores below 2.00 or above 4.00 are provided in bold print.
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3. EMPIRICAL SUPPORT FOR TEMPERAMENT MODEL OF BPD

Empirical support for the FFM conceptualization of BPD is provided by a

number of studies. Lynam and Widiger (29) surveyed 24 persons who had

published empirical studies of BPD. They provided these researchers with

a brief five-factor model rating form and asked them to describe a prototy-

pic case of BPD in terms of the 30 facets of the FFM, where a score of 1

indicated that the prototypic borderline person would be extremely low

on the respective trait, 2 indicated that the borderline person would be

low, 3 indicated that the person would be neither high nor low, 4 that the

prototypic borderline person would be high on that trait, and 5 that the per-

son would be extremely high. Table 1 provides these borderline researchers’

descriptions of the prototypic borderline. The values that were above a

mean score of 4 or below a mean score of 2 are noted in bold.
The researchers’ descriptions agreed well with the FFM description of

BPD by Widiger et al. (24), that was based on their coding of the DSM-III-

R(23) BPD criteria set. However, the researchers did not describe the proto-

typic borderline as being very high in mistrust, oppositionalism, or self-con-

sciousness, and they included additional aspects of the FFM that were not

represented within DSM-III-R, notably that borderlines would be very high

in openness to feelings and actions. The description by the researchers did

correlate well (r¼ 0.78) with self-descriptions of borderlines obtained by

Dyce and O’Connor (30).
Samuel and Widiger (31) surveyed 32 clinicians (80% of whom were in

private practice) who had treated quite a few cases of BPD. They provided

to the clinicians the same rating form given by Lynam and Widiger (29) to

BPD researchers. Table 1 provides their descriptions of the prototypic case

of BPD based largely on their clinical experience. Their descriptions were

again internally consistent (average interrater correlation of 0.72;

Cronbach’s alpha for their composite description was 0.94). Their descrip-

tion had a correlation of 0.93 with the description of BPD by the researchers

and 0.69 with the description based on the FFM coding of the DSM-IV

BPD diagnostic criteria (26). The clinicians, unlike the researchers, did agree

with the description of Widiger et al. (26) that BPD is characterized in part

by very high levels of mistrust and opposition. However, the clinicians, like

the researchers, did not describe the prototypic borderline as being very high

in self-consciousness. This finding reflected an inadequate understanding of

this particular facet of the FFM (e.g., interpreting it as indicating the

presence of a low assertiveness rather than disturbances in self-image and

self-concept). In any case, it is evident that both the researchers and the

clinicians considered persons with BPD to be characterized largely by very

high levels of facets of negative affectivity, particularly anxiousness, depres-

siveness, angry hostility, impulsivity, and vulnerability.
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Clarkin et al. (32) explored empirically the FFM conceptualization of
BPD in a sample of 62 female inpatients with BPD diagnoses provided by
clinicians at Cornell University Medical Center using the Structured Clinical
Interview for Personality Disorders (SCID-II) (33). To assess the FFM,
Clarkin and his colleagues administered the self-report NEO Personality
Inventory (27). Despite the restrictions in range on borderline symptomatol-
ogy within this sample (i.e., all participants met criteria for BPD), they
confirmed the close correspondence between the facets of neuroticism
(negative affectivity) and borderline symptomatology. They reported that
‘‘the borderline personality disorder is characterized by extreme and distres-
sing feelings of trait anxiety, hostility, and depression; painful self-
consciousness and vulnerability in relating to others; and dyscontrol of
impulses’’ (32).

Negative findings were obtained in a study by Zweig-Frank and Paris
(34). Zweig-Frank and Paris (34) had obtained DSM-III-R (23) personality
disorder diagnoses on 150 female patients, 78 of whom had met the DSM-
III-R criteria for BPD. Two years after the original data collection, they
were able to find 71 from the original sample, 59 of whom agreed to com-
plete the NEO Pl-R (27). Twenty-nine of the 59 participants in the follow-
up study had been diagnosed with borderline personality disorder 2 years
earlier; the others had been diagnosed with other personality disorders.
Zweig-Frank and Paris found only a few marginal differences between the
29 previously diagnosed borderlines and the 30 previously undiagnosed
borderlines, and concluded that there were ‘‘few overall differences on the
five factors between borderline and nonborderline patients’’ (22). The
failure of Zweig-Frank and Paris to find any between-group differences,
however, can perhaps be readily attributed to the low test–retest reliability
of their categorical diagnoses (35). For example, Paris et al. (36) reported
in a previous study a considerable change in borderline diagnoses across
time, with 75 of their borderlines no longer meeting the diagnostic criteria
for the disorder at their subsequent follow-up. It is quite possible that there
were few meaningful differences remaining between the two categorically
distinguished groups of ‘‘borderline’’ and ‘‘nonborderline’’ personality
disorders 2 years after they had been originally diagnosed and treated.
Regrettably, the authors did not attempt to confirm that the categorical
distinctions were still valid 2 years later, when they administered the NEO
Pl-R.

Quite a few studies have correlated measures of the FFM with
measures of BPD (37). Coker and Widiger (38) summarized and integrated
the 22 correlations provided in 13 studies. The median correlations for the
various measures of BPD with various measures of the FFM were 0.47 for
neuroticism, 0.00 for extraversion, 0.00 for openness, 0.26 for antagonism,
and �0.21 for conscientiousness, which are consistent with the descriptions
of this disorder provided in Table 1. A median correlation of 0.47 with
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neuroticism might appear to be lower than what should be obtained. If BPD
is largely an expression of negative affectivity, then perhaps the correlation
should have been much higher. However, it is useful to compare this
correlation with the convergent validity of alternative measures of BPD.
Widiger and Coker (39) reported the median convergent validity coefficients
among alternative measures of BPD. The median convergent validity coeffi-
cient across all alternative measures of BPD, as reported in 45 independent
studies, was 0.53. In other words, FFM neuroticism is correlated with
BPD almost as highly as any two alternative measures of BPD are correlated
with one another.

Morey et al. (40) reported FFM scores of 175 patients diagnosed with
BPD by the Diagnostic Interview for Personality Disorders (DIPD) (41). A
discriminant function analysis indicated that BPD could be differentiated
significantly from the avoidant, schizotypal, and obsessive-compulsive
personality disorders on the basis of the NEO Pl-R (27) facet scores,
‘‘demonstrating that variation in patient diagnoses could be explained in
part by personality trait combinations’’ (40). Nevertheless, it was also
apparent from a visual inspection of the FFM profiles that ‘‘all four of
the [personality] disorders displayed a similar configuration of FFM traits’’
(40). Morey and his colleagues, however, repeated the analyses using
a subsample of 72 borderlines who did not meet the criteria for the avoidant,
schizotypal, or obsessive-compulsive personality disorders. They found that
‘‘the elimination of patients with comorbid study diagnoses did appear
to sharpen the distinction between the personality disorder groups’’ (40).
The differentiation might increase further if the additional diagnostic
co-occurrence with the six other personality disorders was also excluded.

Other studies have reported more successful differential diagnosis when
diagnostic co-occurrence is controlled. For example, Wilberg et al. (42)
administered the NEO Pl-R (27) to 63 persons participating in a day hospi-
tal, group psychotherapy program for poorly functioning outpatients with
personality disorders. Twenty-nine of the patients met the DSM-IV criteria
for borderline personality disorder; 34 met the criteria for avoidant, and 12
met the criteria for both. Differentiation of these two personality disorders
with the FFM is difficult in part because moderately high levels of some of
the facets of neuroticism are also predicted for the avoidant personality
disorder (particularly anxiousness, self-consciousness, and vulnerability).
Wilberg et al. confirmed eight of the 12 facet level predictions of Widiger
et al. (24) for borderline personality disorder when the 12 comorbid cases
were excluded. In a cluster analysis, 53 of the 63 patients (84%) were
correctly identified on the basis of the extraversion and agreeableness scales
alone. Wilberg et al. (42) concluded that ‘‘the FFM had good discriminating
ability regarding a diagnosis of avoidant personality disorder versus
borderline personality disorder in a sample of poorly functioning patients’’
(p. 239).
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Warner et al. (43) considered the role of FFM personality traits in
accounting for the symptoms of BPD over time. Using data obtained from
the Collaborative Longitudinal Personality Disorders Study (CLPS) (44),
they indicated that BPD features change over time but that there do appear
to be more stable latent variables underlying both personality traits (assessed
by the NEO Pl-R) and BPD (assessed by the DIPD). Most importantly, ‘‘the
results indicate that there is a specific temporal relationship between traits
and disorder whereby changes in the [FFM] personality traits hypothesized
to underlie personality disorders lead to subsequent changes in the disorder
[but] this relationship does not seem to hold in the opposite direction, which
supports the contention that personality disorders stem from particular
constellations of personality traits’’ (43).

Morey and Zanarini (45) provided FFM data on 290 persons who met
diagnostic criteria for BPD as assessed by the DIPD (41) and the Revised
Diagnostic Interview for Borderlines (DIB-R) (46) and 72 persons who
met DSM-III-R (23) criteria for at least one other personality disorder.
The FFM was assessed with the NEO Five Factor Inventory (NEO-FFI)
(27), an abbreviated measure of the FFM that provides scores only for
the five broad domains (i.e., facet level assessments are not provided). They
determined the extent to which the FFM domain scores could account for
BPD symptoms, external validators or correlated features, such as a history
of childhood sexual abuse, family history of mood or substance use disor-
ders, and 2- and 4-year follow-up data. They reported that the FFM did
account well for BPD symptoms, particularly the domain of neuroticism
(negative affectivity). However, they also emphasized that the FFM, as
assessed by the NEO-FFI, did not account well for some of the components
of BPD, particularly the impulse action patterns assessed by the DIB-R.
They also emphasized that the DIB-R BPD score provided an incremental
validity over the NEO-FFI in accounting for a number of the correlates
of the disorder, including childhood history of abuse, family history of
mood and substance use disorder, and follow-up assessment of global
functioning. Nevertheless, they concluded their paper by stating that ‘‘the
FFM could indicate a temperamental vulnerability to a disorder that is then
triggered by developmental events (such as childhood neglect or abuse),
resulting in functional levels that may be quite variable in response to
situational elements even while the underlying traits remain relatively
stable’’ (45).

Trull et al. (47) replicated and extended the findings of Morey and
Zanarini (45). They used the NEO Pl-R as a measure of the FFM, which
provides a more thorough and differentiated assessment of the FFM than
the NEO-FFI (27). In addition, rather than correlate the five broad domain
scales, they obtained an FFM borderline index by correlating each
participant’s NEO Pl-R trait profile with the prototypic FFM
trait profile provided by Lynam and Widiger (29). The correlation of each
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participant’s actual FFM trait profile with the profile of a prototypic case
was then used as a numerical index of the extent to which the participant
had a borderline personality disorder from the perspective of the FFM.
They reported that these FFM borderline indices correlated as highly with
self-report measures of BPD as they correlated with one another, including
the borderline scales of the Personality Assessment Inventory (PAI) (48), the
Personality Diagnostic Questionnaire-4 (49), the Minnesota Multiphasic
Personality Inventory (MMPI) (50), and the Schedule for Nonadaptive
and Adaptive Personality (SNAP) (51). For example, the FFM borderline
index correlated 0.77 with the PAI borderline scale and 0.68 with the SNAP
borderline scale. The FFM borderline index did not correlate as highly with
the semi-structured interview assessments of BPD, including the DIB-R
(46), the Structured Interview for DSM-IV Personality Disorders (SIDP-
IV) (52), and the Personality Disorder Interview-IV (PDI-IV) (53), with cor-
relations ranging from 0.41 (p< 0.001) with the PDI-IV to 0.54 (p< 0.001)
with the DIB-R; nevertheless, these correlations equaled those obtained
by the other self-report inventory assessments of BPD (e.g., the SNAP
correlated 0.42 with the PDI-IV and the MMPI correlated 0.51 with the
DIB-R).

The FFM borderline index also correlated well with all of the compo-
nents of BPD as assessed by the DIB-R, including the component concerned
with impulse action patterns. In addition, the FFM borderline index pro-
vided an incremental validity for the PAI and DIB-R assessments of compo-
nents of BPD beyond that accounted for by the other BPD measures. For
example, the FFM borderline index correlated 0.73, 0.62, 0.63, and 0.62
with the PAI borderline subscales of affective instability, identity problems,
self-harm, and negative relations, respectively. These correlations were equal
to, and in some instances higher than, the correlations that were obtained by
the traditional, explicit measures of BPD. In addition, after the variance in
the PAI subscales accounted for by the MMPI borderline scale was
removed, the FFM borderline index still accounted for significant variance
in all four components of BPD. Similar analyses were provided for the semi-
structured interview assessments of BPD. For example, the FFM borderline
index correlated 0.35 (p< 0.001), 0.10 (p< 0.05), 0.16 (p< 0.01), and 0.11
(p< 0.05) with the DIB-R affect, cognition, impulse action, and interperso-
nal relations subscales (respectively) after the variance that could be
accounted for by the SIDP-IV assessment of BPD was removed.

Trull et al. (47) also explored the ability of the FFM borderline
index to account for external validators and correlates of BPD, including
childhood history of sexual abuse, childhood history of physical abuse,
family history of mood and substance use disorders, and global and inter-
personal assessment of functioning. The correlations of the FFM borderline
index with these validators of BPD were as high as those obtained by any
one of the other measures of BPD, including the PAI, MMPI, SIDP-IV,
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and DIB-R. Perhaps most importantly, the FFM borderline index
accounted for additional variance in these measures after that which could
be accounted for by the other borderline measures was removed. They repli-
cated the findings of Morey and Zanarini (45) by indicating that the DIB-R
(for example) can account for additional variance in borderline symptoms
and correlates of the disorder after the variance accounted for by the
FFM was removed, but the reverse finding was equally true. For example,
‘‘the NEO Pl-R FFM index itself demonstrated incremental validity in
accounting for dysfunction after variance explained by the DIB-R was
removed’’ (47), including residual correlations of 0.14 and 0.31 with assess-
ments of global functioning and interpersonal dysfunction after the
variance accounted for by the DIB-R was removed.

In sum, consistent with the findings of Morey and Zanarini (45), the
findings of Trull et al. indicated that the FFM borderline index was unable
to account for all of the variance within currently used measures of BPD
(i.e., none of the correlations equaled 1.0). ‘‘However, this same shortcom-
ing is present in all of the existing borderline measures, as none of them
can account for all of the variance within each other’’ (47). In addition, it
is also important to note that the other measures of BPD are inventories
and interviews that contain numerous items devoted explicitly to the assess-
ment of BPD. The DIB-R devotes approximately 45 minutes of interviewing
to administer approximately 150 questions specifically concerned with bor-
derline psychopathology. It would not be surprising then for the DIB-R to
outperform the NEO-FFI in an assessment of BPD. ‘‘It is perhaps more
revealing that the NEO Pl-R FFM borderline index, which was developed
for the assessment of general personality functioning, performed as well
as the DIB-R in most instances and outperformed the DIB-R in some
instances’’ (47). Nevertheless, Trull et al. also emphasized that the specific
focus of the DIB-R on BPD does indicate that it will provide a more
thorough and comprehensive assessment of the features and symptoms of
BPD than would be provided by a measure of general personality function-
ing such as the NEO Pl-R (27).

4. IMPLICATIONS OF TEMPERAMENT MODEL OF BPD

Conceptualizing BPD in terms of temperaments that are included within
models of general personality functioning has a number of implications
for various controversies and issues regarding BPD. Three such issues will
be discussed here: comorbidity, gender differences, and treatment.

4.1. Comorbidity

A conceptualization of BPD in terms of temperaments included within
dimensional models of general personality functioning is helpful in explain-
ing its substantial prevalence and diagnostic comorbidity (54). Borderline
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personality disorder is rarely the only personality disorder that is diagnosed
(55,56). Persons with BPD are likely to meet DSM-IV criteria for at least
one other personality disorder, particularly the histrionic, dependent, anti-
social, schizotypal, and passive-aggressive (57,58). Widiger and Trull (59)
reported the average diagnostic co-occurrence of BPD with the other per-
sonality disorders on the basis of aggregated data sets provided for the
authors of DSM-III-R by six independent research sites. The co-occurrence
rates for BPD were quite substantial: 59% of BPD cases met criteria for anti-
social, 48% for dependent, 44% for schizotypal, 41% for histrionic, 41% for
paranoid, 39% for avoidant, and 38% for narcissistic. These diagnostic co-
occurrence rates agreed well with the covariation of BPD with other person-
ality disorders reported in previously published studies (60). Widiger et al.
(60) had averaged the covariation of BPD with other personality disorders
reported in nine previously published studies. The averaged covariation for
BPD correlated 0.80 with the aggregated diagnostic co-occurrence rates
reported by Widiger and Trull (59).

The extensive diagnostic co-occurrence of BPD with other personality
disorders can be problematic to its understanding as a qualitatively distinct
disorder (61,62). However, this diagnostic co-occurrence is consistent with
the extent to which the disorder can be understood from the perspective of
general personality functioning. Negative affectivity, as a general tempera-
ment of emotional instability (i.e., vulnerability to stress, impulse dyscontrol,
anxiousness, depressiveness, and angry hostility) will be almost ubiquitous
within clinical populations. A diagnostic category defined primarily by and
including most of the facets of neuroticism (32,38,45) should be highly
prevalent within clinical settings and should be comorbid with many other
personality disorders, as many of the other DSM-IV personality disorders
do appear to include at least some components of neuroticism (63,64).

Lynam and Widiger (29) determined empirically whether the diagnos-
tic co-occurrence of BPD with the other personality disorders can be
explained by similarity in FFM personality trait profiles. They first obtained
the correlation of the FFM personality trait profile (provided in Table 1)
with the FFM personality trait profiles for the other DSM-IV personality
disorders. The correlations for BPD ranged from a low of �0.49 with the
obsessive-compulsive personality disorder and �0.25 with the schizoid, to
a high of 0.63 with the antisocial and 0.56 with the histrionic. Lynam
and Widiger then correlated these correlations with the aggregated co-
morbidity rates reported by Widiger and Trull (59) and the averaged covar-
iations reported by Widiger et al. (60). The similarity in FFM trait profiles
correlated 0.75 with the averaged correlation of BPD with the other person-
ality disorders and 0.50 with the aggregated diagnostic co-occurrence rates.
The 0.75 correlation with the covariation of BPD with other personality
disorders does suggest that a substantial proportion of the covariation of
BPD with other personality disorders can be explained in terms of the
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common personality traits. The lower value obtained with the diagnostic
co-occurrence rates appears to be due in part to the lower power obtained
with categorical data as well as the very restricted range of diagnostic
co-occurrence obtained for BPD (i.e., the diagnostic co-occurrence of
BPD ranged from 0.38 to 0.59 for eight of the 10 diagnoses). Lynam and
Widiger (29) concluded that personality ‘‘disorders appear comorbid to
the extent that they are characterized by the same [FFM] facets’’ (p. 409).

4.2. Gender Differences

One of the more difficult and heated controversies in the development of the
DSM has been a possible sex bias in the personality disorder diagnoses (65).
Three of the personality disorders are said in DSM-IV to be diagnosed more
often in females (i.e., dependent, histrionic, and borderline), but it has been
suggested that these differential sex prevalence rates are largely an artifact
of some form of sex bias (66), including those obtained for borderline
personality disorder (67,68).

Widiger and Spitzer (69) suggested in their review of the literature on
personality disorder sex bias that ‘‘in the absence of a comprehensive model
of personality disorder pathology it is difficult to determine whether there
should be an equal proportion of males and females receiving a personality
disorder diagnosis, and whether there is an imbalance in the current system’’
(p. 18). The five-factor model of general personality functioning can provide
such a model (70). The FFM has established considerable construct validity
as a descriptive model of general personality functioning. This support
includes temporal stability (71), cross-cultural replication (72), heritability
(6,73), and links to a wide variety of important life outcomes, such as mental
health (74), career success (75), and mortality (76).

The FFM has also established consistent gender differences with
respect to its domains and facets. Feingold (77) conducted an extensive
meta-analysis of sex differences in personality functioning published in
the literature from 1958 to 1992 and provided by the normative data for
several well-established personality inventories. He organized his findings
with respect to the five-factor model and reported consistently higher
scores for females with respect to facets of negative affectivity. These
gender differences were relatively constant across ages, years of data
collection, levels of education, and cultural and social background. Costa
et al. (78) reported consistent gender differences in the domains and facets
of the five-factor model when examined in findings obtained with the NEO
Pl-R (27) across 26 cultures, ranging from the very traditional (e.g.,
Pakistan) to more liberal cultures (e.g., The Netherlands). They found that
women scored higher than men in the domain and all six facets of the
temperament of neuroticism, consistent with the higher rates of BPD in
females relative to males.

A Temperament Model of BPD 75



4.3. Treatment

A temperament model of BPD can also be helpful in explaining some of the
difficulty in treatment. Personality disorders are difficult to treat in part
because they involve pervasive and entrenched behavior patterns that have
been present throughout much of a person’s life, and people consider many
aspects of their temperament to be integral to their sense of self. That which
might be particularly stable in borderline personality disorder and resistant
to treatment could be an underlying dispositional temperament (43,45).
There is considerable empirical support for the temporal stability of general
personality functioning (71). That which is relatively more responsive to
clinical treatment is perhaps the more temporary, transient reactions of
the temperament to various stressors. For example, dialectical behavior
therapy has been shown to be particularly effective in reducing parasuicidal
behaviors and other reasons for emergency and brief hospitalizations, but
has perhaps not been as effective in reducing general feelings of depressive-
ness and hopelessness (79).

A temperament model of BPD, however, does not imply that clinically
and socially meaningful treatments cannot occur. The neurobiology of gen-
eral personality functioning is responsive to clinical interventions. Knutson
et al. (80) examined the effects of a serotonergic reuptake blockade on the
general trait of neuroticism in a double-blind protocol of 51 medically and
psychiatrically healthy volunteers, assigned randomly to paroxetine or pla-
cebo treatment. Volunteers were recruited through local newspapers. None
of them met currently or had met at any point in their life, diagnostic criteria
for any mental disorder, nor had they ever received a psychotropic medica-
tion or had ever been in treatment for a mental disorder. In other words,
they were in many respects above normal in psychological functioning.
The paroxetine (and placebo) treatment continued for 4 weeks. They
reported that the selective serotonin reuptake inhibitor (SSRI) administra-
tion (relative to placebo) reduced significantly scores on a self-report mea-
sure of neuroticism and increased scores on a laboratory measure of social
affiliation (i.e., a cooperative, dyadic puzzle-solving task that was observed
and coded by raters blind to personality measures and treatment condition).
The magnitude of changes on the self-report of neuroticism was even
correlated with plasma levels of SSRI within the SSRI treatment group.
As concluded by Knutson et al. (80), this was an ‘‘empirical demonstration
that chronic administration of a selective serotonin reuptake blockade can
have significant personality and behavioral effects in normal humans in
the absence of baseline depression or other psychopathology’’ (p. 378).

5. CONCLUSIONS

An understanding of BPD from the perspective of the temperaments
included within dimensional models of general personality functioning has
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substantial empirical support. This perspective also helps in turn to provide
further support for the validity of this personality disorder by incorporating
the considerable amount of basic science research on general personality

functioning into increasing our understanding of BPD. A temperament
model of BPD, for example, helps to account for clinically important
aspects of its treatment responsivity, its gender differences, and its diagnos-
tic co-occurrence, as well as a further understanding of its etiology, develop-
ment, and course.
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1. INTRODUCTION

Human aggression in various and extreme forms often results in injury to self,
others, or objects. Aggressive behavior can be differentiated into different types,
i.e., defensive versus offensive, adaptive versus maladaptive, and impulsive
versus premeditated. Both impulsive and premeditated aggressive behaviors
are commonly viewed as pathological. Using DSM-IV intermittent explosive
disorder (IED) as a proxy for ‘‘recurrent, problematic aggression,’’ Coccaro
et al. (1) reported that nearly 4% of a community sample met criteria for IED
at any point in their lives. If so, asmany as 11million people in theUnited States
alonemay have a lifetimehistory of recurrent, problematic, aggressive behavior.
Since DSM-IV criteria discourage the diagnosis of IED in patients with border-
line personality disorder (BPD), this figure underestimates the level of recurrent,
problematic aggression since many, though certainly not all, patients with BPD
have histories of problematic aggressive behavior.

Extensive studies into the etiology of human aggression have revealed
a complex interaction involving genetic variations, neurotransmitter and
neuromodulator systems, and psychosocial factors. One of the most consis-
tent findings in these studies is the association between low serotonin in the
brain and impulsive aggression. Emerging data also indicate a role for other
central systems and genomic effects. This review will summarize the
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neuropsychopharmacological data relevant to these systems and then will
briefly review the pharmacological treatment of aggression.

Because the vast majority of work in the field involves aggression in
general, and because there is no data to suggest that the biology of aggres-
sion in patients with BPD is different from that in personality disorder in
general, this review will not focus on the neurobiology of BPD specifically.

2. NEUROPSYCHOPHARMACOLOGY OF AGGRESSION

2.1. Serotonin

Using cerebrospinal fluid 5-hydroxyindoleacetic acid (CSF 5-HIAA) con-
centration as a biomarker of overall central 5-HT system function, Brown
et al. (2) first reported an inverse correlation between CSF 5-HIAA concen-
tration and a life history of aggression in 26 personality disordered navy
recruits with severe behavioral problems. This finding was replicated by
the same authors in a similar group of patients (3). Both studies displayed
a trivariate relationship between reduced CSF 5-HIAA, aggression and sui-
cidal behavior such that reduced CSF 5-HIAA concentration was seen as a
function of both aggression and suicidal behavior, each of which was
directly correlated. Later reports (4–6) suggested that ‘‘impulsiveness’’ was
a key behavioral correlate of reduced 5-HT activity since reduced CSF
5-HIAA concentrations are found in impulsive violent offenders, in impul-
sive arsonists, but not in offenders with histories of premeditated aggression
(7). Similar results with an inverse relation between CSF 5-HIAA and
aggression and/or impulsivity have also been reported in alcoholic males
(8), behaviorally disruptive children and adolescents (9), and in rhesus
(10) and pigtailed macaques (11).

However, a number of well-designed studies have not replicated the
finding of an inverse relationship between CSF 5-HIAA concentration and
aggression (12–16). Some confounders in the assessment of CSF 5-HIAA
concentration include age, gender, body height, and status of medication
use (17). It is also possible that the lack of a correlation is due to compensa-
tion at post-synaptic 5-HT receptor sites particularly in moderately, but not
severely, aggressive individuals (18).

The examination of hormonal or behavioral responses to stimulation
with 5-HT agonists is another way to assess the function of 5-HT in the brain.
Accordingly, examination of prolactin (PRL) responses to d-l-fenfluramine
(FEN) challenge has been used to assess ‘‘net’’ 5-HT activity in the brain. Coc-
caro et al. (15,19,20) first reported a blunted PRL response to FEN in drug-
free mood/personality disordered patients compared to healthy volunteers.
Further study revealed that PRL responses to FEN were inversely related to
CSF 5-HIAA, and directly related to PRL responses to meta-chlorophenylpi-
perazine (m-CPP), a 5-HT2 receptor agonist challenge, and an index of post-
synaptic receptor function (16).When these 5-HTmeasures were examined in
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the same personality disordered subjects, an inverse relationship between
5-HT and aggression were noted for both PRL (FEN) and PRL (m-CPP)
responses, but not for CSF 5-HIAA, suggesting that this inverse relationship
may be due to a reduction in the post-synaptic 5-HT activity in particular.
Available data suggest that PRL responses to FEN reflect the activation of
central 5-HT-2a/c and 5HT-1a receptors (20–24).

Blunted PRL responses to FEN in aggressive subjects has been repli-
cated in personality disordered subjects (25), alcoholic subjects (26,27)
[although not in polysubstance abusers (28,29)], suicidal patients (30), vio-
lent offenders (31) and healthy volunteers from the community (32). In chil-
dren, enhanced responses to FEN have been reported in prepubertal
children with attention deficit disorder with hyperactivity [ADHD (33)]
and in non-ADHD male children with an older male sibling in the juvenile
justice system (34). While similar studies of adolescents have been negative
in this regard, further work has noted that reduced, but not enhanced, PRL
responses to FEN in prepubertal children with ADHD correlate with a
family history of aggression and antisocial characteristics (35) suggesting
that only the familial form of childhood aggression is associated with
reduced central 5-HT function.

In laboratory studies utilizing behavioral measures [Taylor aggression
paradigm (TAP) (36); point subtraction aggression paradigm/PSAP (37)],
aggressiveness has been correlatedwith bluntedPRL response toFENchallenge
(38) and blunted thermal response to ipsapirone challenge (24). Laboratory
manipulations of central 5-HT using tryptophan depletion, supplementation,
or FEN administration have also demonstrated an inverse relationship between
provoked aggressive responding and 5-HT activity (39–43).

2.2. Catecholamines

In animal models, stimulants that increase intrasynaptic levels of catechola-
mines consistently increase impulsive behavior (44–46). Accordingly, it is
possible that increased noradrenergic (NE) and dopaminergic (DA) activity
may facilitate aggressive behavior in humans as well (47,48). Studies of NE
or DA systems in humans, however, have been limited and inconsistent in
their results. For example, one group of investigators reported a significant
reduction in CSF 3-methoxy-5-hydroxyphenylglycol (MHPG) in impulsive
violent offenders in one study (5), but not in a later study with a much larger
sample (49). Examination of plasma MHPG concentration in a group
of male subjects with personality disorders found an inverse correlation
with life history of aggression (50). In contrast, examination of the growth
hormone response to the alpha-2 agonist, clonidine, in a group of males with
personality disorders found apositive correlationwith self-reported ‘‘irritabil-
ity’’ (51). Taken together, this suggests the possibility that reduced pre-
synapticNE function leads to heightened post-synapticNE receptor function,
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such that when the latter are stimulated during an aversive stimulus, a heigh-
tened fight or flight behavior response results. Anothermechanism underlying
this finding may involve greater stimulation of alpha-2 receptors on pre-
synaptic 5-HT neurons, thereby inhibiting 5-HT release to a greater degree
in subjects with greater degrees of irritability and aggression.

Limited data support a DA mechanism in aggressive behavior. This is
complicated, however, by the requirement of intact DA function in the
motivational aspect and in the initiation of behavior in general. Reductions
in CSF homovanillic acid (CSF HVA) concentrations have been reported in
one study with antisocial, impulsive violent offenders (7), and another study
with recidivist violent offenders compared with non-recidivist violent offen-
ders (6). The second study suggests that reduced DA activity may play a role
in predicting future aggressive behavior. A SPET imaging study of striatal
DA transporter (DAT) density showed higher DAT density and a ‘‘spotty’’
distribution in repeated violent alcoholic subjects, compared to non-violent
alcoholics and normal controls (52).

2.3. Inhibitory Amino Acids

It is well documented that benzodiazepines (BZDs), as positive allosteric
modulators of GABA-A receptors, exert biphasic effects on aggressive beha-
viors. More specifically, higher doses of BZDs inhibit (53–55), while low
doses heighten human aggression and arousal (56–58) in a subset of the
population with a history of aggressive behavior (56,59).

Alcohol, one substance consistently associated with violence and
aggression, has similar biphasic effects on aggression in humans (60).
Among its actions on ligand-gated ion channels, alcohol, at low concentra-
tions, is more specific for the GABA-A receptor complex (61,62). In animal
studies, both BZDs’ and alcohol’s aggression-heightening effects can be
blocked by GABA-A antagonists (63,64). An intriguing explanation for
these biphasic effects is the differential activation and distribution of sub-
types of GABA-A receptors, i.e., receptors with different subunit composi-
tions (65,66).

2.4. Steroids

Testosterone and related androgens appear to facilitate aggressive behaviors
in human subjects (67,68). It has been suggested that testosterone may affect
levels of aggression beginning early in life. In a study of preschoolers in
social and play situations, higher salivary testosterone was found in boys
with serious aggression in social situations (69). Positive, though modest,
correlations between plasma/saliva testosterone concentration and aggres-
sive behavior have been reported across different populations. In adult male
prisoners, higher testosterone levels were found in inmates who committed
violent or sexual crimes than those who were imprisoned for property crimes
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or drug abuse (70). Positive correlations have also been reported in young
adult delinquent and violent subjects (71), in violent and abusive alcoholic
males (72), volunteers with aggressive behavior reported by relatives and
spouses (73), and in subjects with high normal than those with low normal
aggressiveness (74). Administration of exogenous testosterone has also
increased aggressiveness in laboratory studies of healthy volunteers (75,76).
Despite these findings, a clear causal relationship between testosterone and
aggression has not been found. It is postulated that testosterone may play
a permissive or activating role in aggressive behavior by interacting with
the 5-HT system (77). A recent crossover study of a long-acting testoster-
one preparation (T undecanoate) in young, healthy males found an increase
in anger and hostility, but not in self- and partner-reported aggressiveness
(78).

Neurosteroids, particularly allopregnanolone, and neuroactive ster-
oids have been implicated in animal studies of aggression via positive allos-
teric modulation of GABA-A receptors [see (66) for review]. Fluoxetine’s
aggression-mitigating effect in socially isolated male mice (an animal model
of aggression) appears to be mediated via the reversal of brain allopregna-
nolone down-regulation (79).

2.5. Neuropeptides

Limited data suggest a positive relationship between human aggression and
central vasopressin and opioid activity. Coccaro et al. (80) reported a posi-
tive correlation between CSF vasopressin concentration and the life history
of aggression in 26 male and female subjects with personality disorders. This
relationship was confined to males and remained even after the inverse cor-
relation between CSF vasopressin and a collateral assessment of serotonin
function (i.e., PRL response to FEN) was accounted for.

Few studies have examined the relationship between aggression and
endogenous opiates. Circulating levels of metenkephalins have been asso-
ciated with self-injurious behaviors in one study (81). Post-mortem studies
of violent suicide victims have found a greater number of mu receptors in
the brain. In healthy volunteers, administration of codeine (82) or morphine
(83) heightened aggression on laboratory measures. These studies suggest
that increased opioid activity may increase the likelihood of aggressive beha-
vior. In fact, naltrexone, an opioid antagonist, attenuates self-injurious
behavior in autistic and retarded patients (84,85).

2.6. Cholesterol/Fatty Acids

The link between low cholesterol and aggression was first noted two decades
ago when serum cholesterol levels were found to be markedly lower than
normal in chronically violent and homicidal offenders (86). Years later, cho-
lesterol-lowering drugs were found to be associated with an increase in
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deaths caused by violence, suicides, and accidents (87). Since then, a consid-
erable number of studies have found an association of low cholesterol with
non-illness-related mortality (88–92), largely attributable to suicide (88,91),
and suicide attempts in psychiatric inpatients (93–96). In contrast, a study
examining the behavioral effects of omega-3 fatty acids in patients with
BPD has reported an anti-aggressive effect for omega-3 fatty acids (97).

2.7. Behavioral Genetics

In the past decade, molecular genetics has emerged as an important contri-
butor to the understanding of aggressive behavior. Brunner et al. (98) first
reported a point mutation on the monoamine oxidase A (MAO-A) gene
on the X-chromosome in a Dutch family that was associated with low intel-
ligence and impulsive violence in affected males. While no other families
with such specific mutation have been reported, MAO-A has become the
focus of a number of studies. One study found an association between a
variable tandem repeats polymorphism in MAO-A and variability in aggres-
sion and impulsivity (99). A recent advancement in genetic research has been
to take into account the environmental variables in association studies of
genes and behavior. Using such an approach, Capsi et al. (100) identified
a relationship between MAO-A and antisocial behavior as a function of
childhood abuse. The authors genotyped 442 young men for an MAO-A
variation that leads to low activity of the enzyme. They found that while
there was no link between MAO-A genotype and violence in the group as
a whole, males with low MAO-A activity who also had suffered abuse in
childhood were more likely to have been convicted of a violent crime than
maltreated males with a high enzyme activity. This suggests a protective role
of genes from environmental adversity.

Other genes in the 5-HT pathway have also received much attention.
Two studies by Nielson et al. (101,102) reported a correlation between the
LL genotype for tryptophan hydroxylase (TPH) and levels of CSF 5-HIAA
in impulsive aggressive individuals. New et al. (103) found an association
between the LL TPH and dimensional measures of impulsive aggression
in personality disordered patients. Another patient-based study identified
a different genotype TPH polymorphism (218C) and its association with
impulsive tendencies (104).

3. NEUROANATOMY AND FUNCTIONAL NEUROIMAGING
OF AGGRESSION

Converging data implicate a network of brain regions in the psychopathol-
ogy of anger and aggression. These areas include, but are not limited to,
subregions of the prefrontal cortex (PFC), most notably the orbital
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PFC, the amygdala and temporal lobe, and the anterior cingulate cortex
(105–107).

A variety of case studies examining frontal-damaged patients
(108–111) have supported an inhibitory role of orbital PFC in the regulation
of aggression and a frontal lobe disinhibition syndrome has been described
in these patients. Common manifestations include affective, interpersonal,
and social disinhibition, irritability with angry outbursts, and euphoria
and silliness. Lesions of orbital PFC early in childhood can result in antiso-
cial disinhibited aggressive behavior in adult life (112). One structural MRI
study of subjects with antisocial personality disorder and a history of violent
crimes showed a significant reduction of PFC volume compared with a con-
trol group (113). Another study in patients with temporal lobe epilepsy
found that those with IED had a 17% reduction in PFC gray matter com-
pared with those without IED (114). In functional imaging studies of nor-
mal subjects, anger-inducing paradigms consistently activated PFC
(115–118). However, individuals with a history of aggression and violence
showed decreased PFC activity (106,119–125). These results suggest that
PFC serves a critical role in constraining impulsive aggression (106).

PFC receives diffuse 5-HT innervation from raphe nuclei. Both
5-HT-2a and 5-HT1a receptors are found in abundance in human PFC,
as are 5-HT transporters (126). The administration of FEN has been shown
to increase cortical metabolism in frontal and temporal cortex in healthy
subjects (127). However, in impulsive aggressive subjects with antisocial
or borderline personality disorder, reduced activation in the orbital PFC fol-
lowing the administration of FEN or m-CPP have been reported (128–131),
suggesting diminished prefrontal 5-HT function in these individuals.

The amygdala is another important structure involved in the regula-
tion of aggression, and the electrical stimulation of amygdala increases
aggression while amygdalectomy reduces aggression (132). Patients with
lesions of the amygdala have similar impairments to antisocial personality
disordered patients in startle reflex following exposure to threatening stimuli
(133,134), aversive conditioning (135,136), and processing of fearful facial
recognition (137–139). It has been suggested that decreased PFC and cingu-
late activity may result in heightened amygdala responses to aversive condi-
tioning (140), and consequently explosive behavior (106). However, similar
to PFC, IED in epileptic patients is also associated with a decreased amyg-
dala volume (141), and antisocial personality disordered subjects were asso-
ciated with decreased amygdala, orbital PFC, and cingulate activation
during a differential aversive-delay conditioning task (142). In both FEN
and m-CPP challenge studies (128,130,131), correlation between PFC and
amygdala activity in normal control subjects were lost in the impulsive
aggressive patients, suggesting a functional disconnection between these
structures in this population.
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4. PHARMACOLOGICAL TREATMENT OF PERSISTENT
AGGRESSION

4.1. Lithium

In the early 1970s, lithium became the first medication reported to have a spe-
cific, non-sedating effect on aggressive behavior (143). In a double-blind, pla-
cebo-controlled study of prison inmates, lithium carbonate was found to
reduce impulsive, but not premeditated, aggression during a 3-month course
of treatment. Subsequent studies replicated this finding in different patient
populations, including conduct-disordered children (144,145). The mechanism
of this action is unclear but possibly includes an enhancement of 5-HT, and a
dampening of NE/DA function.

4.2. 5-HT Enhancing Agents

Consistent with the 5-HT hypothesis of aggression, a number of open and
blind, placebo-controlled trials with selective serotonin reuptake inhibitors
(SSRIs) demonstrated the efficacy in reducing irritability and aggression
in personality disordered patients (146,147), in depressed patients with anger
problems (148), and in adult autistic patients (149). Coccaro et al. found a
positive relationship between pretreatment 5-HT function (assessed by PRL
response to FEN) and treatment response in aggression scores (150), sug-
gesting that normal post-synaptic 5-HT neurotransmission may be required
for the SSRIs to work. No placebo-controlled studies are available to sup-
port the use of buspirone, a 5-HT-1a agonist, and trazadone, a 5-HT-2a/2c
antagonist, in the treatment of aggression.

4.3. Anticonvulsants

Several anticonvulsants have been shown in double-blind, placebo-
controlled trials to be effective in treating aggression, probably through
their modulatory effects on GABA neurotransmission. In a multi-center
study, Hollander et al. (151) demonstrated a superior anti-aggressive effect
of divalproex sodium over placebo in Cluster B personality disordered
patients. A study in females with BPD and bipolar disorder Type II
replicated the finding that divalproex reduced overall aggression score as
measured by modified Overt Aggression Scale (152). Divalprorex was
also found to be effective in reducing aggression in children with conduct
disorder or oppositional defiant disorder in a small double-blind, placebo-
controlled study (153). Like divalproex, carbamazepine has been shown,
in blinded, placebo-controlled studies, to reduce aggressive behavior
in patients with BPD (154) but not in children with conduct disorder
(155).
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4.4. Atypical Antipsychotics

Antipsychotics have long been used to treat aggressive behavior associated
with psychosis, and agitation and violence in emergency situations due to
their sedating and motor immobilizing effects. However, long-term use of
traditional antipsychotics is not desirable because of movement side effects
and neuroleptic malignant syndrome. The emergence of atypical antipsychotics
has provided a new avenue for the long-term management of aggression. Their
ability to reduce aggression appears to extend beyond the antipsychotic effects
(156–158), probably due to their 5-HT-2a antagonism.

Double-blind, placebo-controlled studies have supported the use of
olanzapine in females with borderline personality disorder (159), risperidone
in children with sub-average IQ and conduct problems (160,161), and
aggression associated with dementia (156). In a double-blind study compar-
ing the anti-aggressive effects of four antipsychotics (haloperidol, risperi-
done, olanzapine, and clozapine) in treatment-resistant inpatients with
schizophrenia, clozapine appeared to be most effective in this particular
group of patients, and all three atypical antipsychotics worked better than
haloperidol (162).

4.5. Adrenergic Agents

In double-blind, placebo-controlled studies, beta-blockers such as propra-
nolol, nadolol, and pindolol have been found to be effective in reducing
aggression in patients with organic brain disease (163,164), with dementia
(165), and in chronic psychotic patients (166,167). However, their cardiovas-
cular side effects, such as hypotension and bradycardia, limit their psychia-
tric use. Alpha agonists such as clonidine and guanfacine have been used in
children with ADHD, with minimal clinical evidence supporting their anti-
aggressive effect (168,169).

4.6. Hormones and Other Treatments

A limited number of blinded, controlled trials have suggested the usefulness
of anti-androgens (medroxyprogesterone and leuprolide) in the treatment of
aggression (170), particularly sexual aggression. Finally, omega-3 fatty acids
have recently been found to decrease aggression as well as depression in a
double-blind placebo-controlled study of borderline personality disordered
females (97).
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1. GENES AND ENVIRONMENT

Borderline personality disorder (BPD) is generally understood to have
a complex, multifactorial etiology, likely involving the interaction of genetic
predispositions with environmental factors. Historical notions of BPD etiol-
ogy (e.g., from psychoanalytic perspectives) have emphasized the role of
early environmental influences, in particular disturbed relations with pri-
mary caretakers. This is generally consistent with a more recent empirical
literature suggesting the significant prevalence and severity of childhood
psychological trauma, such as physical and sexual abuse, and neglect
[reviewed in (1,2)].

Nevertheless, BPD and related disorders are over-represented in the
families of BPD probands (1), and a range of other psychiatric disorders
appear to be prevalent outcomes of childhood psychological trauma
(3,4). These observations suggest a heritable predisposition to BPD
and/or its clinical features. Furthermore, there is evidence for significant
heritability of dimensions of personality in non-clinical populations (5) as
well as genetic factors in disorders related to BPD, such as antisocial
personality disorder (6,7) and the syndrome of impulsive aggression
(8–10). These convergent lines of evidence point to the role of genetic
factors in BPD.
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The literature addressing genetic factors in BPD has thus far primarily
involved studies of the familial aggregation of either the BPD diagnosis or
BPD traits. The several currently published studies utilized widely varying
methodologies and criteria for identifying cases. Together they suggest that
the symptom dimensions of impulsivity/aggression and affective instability
may exhibit a stronger familial transmission than the BPD diagnosis itself
(11–19).

Twin and adoption studies confer stronger evidence (compared to
family aggregation studies) for genetic contributions to psychiatric illness.
At present this approach has been employed in only a few studies. Torgersen
(20) initially reported a concordance rate of 0 among seven monozygotic
(MZ) twin pairs and 11% among 18 dizygotic (DZ) twin pairs. However,
a larger, more recent study by this group, of 92MZ and 129DZ twin pairs
in Norway, suggests that genetic and shared environmental effects account
for 60 and 10% (respectively) of the variance in BPD illness liability (21).

2. TWO ISSUES: NOSOLOGY AND THE COMPLEX GENETICS
OF PSYCHIATRIC ILLNESS

These lines of evidence strongly suggest a role for genetic factors in the
expression of the clinical features of BPD. Unfortunately, two types of pro-
blems have impeded progress in elucidating the genetics of BPD. The first is
nosological in nature [see (22) for an extensive discussion of this issue].
Though a reasonable reliability in diagnosis has been achieved with the
use of standardized interviews and criteria, the biological validity of diag-
nostic criteria sets for personality disorders (and psychiatric diagnostic
categories in general) has yet to be established. In addition, significant
heterogeneity is inherent within and across clinical samples characterized
with the present diagnostic scheme for BPD. This heterogeneity arises from
a few sources. The Diagnostic and Statistical Manual (DSM) criteria set for
BPD is polythetic, in that any five out of nine equally weighted criteria can
be met for a diagnosis of BPD. In addition, extensive co-morbidity of BPD
with other personality disorders, as well as with a wide range of Axis-I dis-
orders, is ubiquitous in clinical and research settings (23). Furthermore, the
criteria set for BPD has undergone significant changes across DSM editions
(presently in its 4th edition), without the benefit of field trials to validate the
criteria sets. As a result, a great degree of heterogeneity is the rule both
within and across samples of individuals diagnosed with BPD by DSM,
and BPD samples assessed using different editions of the DSM may not
be very comparable clinically. These factors would be expected to highly
constrain the research community in its attempt to replicate and generalize
the findings of individual studies of any kind, particularly where the primary
character of the study sample is the diagnostic status.
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The second major problem for genetic studies of BPD has to do with
the complex, polygenic nature of psychiatric illness in general, and likely
personality disorders in particular (a situation exacerbated by the nosologi-
cal issues discussed above) (24). The human brain and human behavior in
general are characterized by great complexity, including significant plasticity
in response to environmental events. In addition, the phenomenology of
BPD (referred to as the ‘‘phenotype’’ from a genetic perspective) is notor-
iously complex and varied in nature. Given these observations, the genetic
features of BPD are almost certainly polygenic, with a non-Mendelian pat-
tern of inheritance, a possible interactive pattern of gene effects (known as
epistasis), and a role for epigenetic factors (25). This may be true to some
extent for all major psychiatric diseases (26). Together with the unresolved
difficulties in psychiatric nosology (27), and the generally limited power of
genetic linkage analysis to detect genes of modest effect (28), it is perhaps
not surprising to observe the failures to replicate the many reports of genetic
linkages for disorders such as bipolar affective disorder and schizophrenia
(29). Clearly, despite the progress in molecular genetics, alternate methods
of characterizing the phenotype of disorders such as BPD are needed.

3. ENDOPHENOTYPES AS AN EMERGING STRATEGY
IN PSYCHIATRIC GENETICS

A promising approach to evaluating genetic factors in BPD relies on a strat-
egy of phenotypic description that attempts to remediate problems asso-
ciated with both psychiatric nosology and the polygenic nature of
psychiatric illnesses (30). This involves the characterization of an ‘‘endophe-
notype,’’ which refers to a feature of a clinical phenotype that is intermedi-
ate between the overt, clinically observable phenomenology and the
associated underlying genotype (this term is often used interchangeably with
‘‘intermediate phenotype’’). An endophenotype is an empirically derived
measure and by definition not observable overtly in the clinical realm; as
such, the current scope of endophenotypic description is intimately tied to
the experimental methodology available. This rapidly expanding repertoire
in psychiatry presently includes biochemical (including neuroendocrinologi-
cal), neurophysiological, neurocognitive, neuroimaging, and configured self-
report methods. (The role of endophenotypes in this chapter will focus on
biochemical measures, the most fully employed measures used thus far in
BPD.)

The utility of an endophenotype approach is based on the premise that
fewer underlying genes are involved in generating variation in a more cir-
cumscribed, elementary phenomenon, than is the case for the complex beha-
viors and psychological states which characterize psychiatric diagnoses.
Criteria for the identification of endophenotypes as useful markers in
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psychiatric genetics have been suggested by Gottesman and Gould (26) and
Leboyer et al. (27):

1. It is associated with illness in the population.
2. It is heritable and occurs before the onset of illness.
3. It is primarily state-independent.
4. Within families, it co-segregates with the illness.
5. The endophenotype found in affected family members is also

found in non-affected family members at a higher rate than in
the general population.

This approach has been used with success in application to genetic
linkage studies in other diseases in medicine, such as long QT syndrome
(31), idiopathic hemochromatosis (32), juvenile myoclonic epilepsy (33),
and familial adenomatous polyposis coli (34). Within psychiatry, promising
candidate endophenotypes for schizophrenia, for instance, include measures
of sensory gating, eye-tracking, working memory, and a polymorphism for
catechol O-methyltransferase (an enzyme that catabolizes dopamine in the
brain) [reviewed in (26)]). Candidate endophenotypes fulfilling the above cri-
teria for psychiatric disorders may also need to be employed in association
studies with candidate genes, which may be a more powerful method than
linkage analysis for detecting genes that exert a modest effect on the pheno-
type (28). While the prospects of potentially genome-wide association
testing is technologically daunting at present, this situation has been reme-
diated with the completion of the human genome project, along with other
rapid advances in molecular biological techniques and computing techno-
logy (35). For an individual endophenotype then, identifying the gene(s)
and gene products involved would serve to characterize the pathophysiology
of the associated phenotype (and by extension, the psychiatric illness) as well
as suggesting multiple potential biological targets of clinical intervention.

4. EVOLUTION OF A DIMENSIONAL PERSPECTIVE
ON PERSONALITY DISORDERS

In order to maximize the utility of an endophenotypic approach in person-
ality disorders such as BPD, the disorder may additionally need to be re-
conceptualized as resulting from interacting traits that are dimensional in
nature. This is consistent with a long tradition of dimensional approaches
in the field of normal personality psychology (36,37), in which twin studies
suggest a strong genetic influence on personality dimensions such as neuroti-
cism and extraversion [(38,39); reviewed in (5)]. An emphasis on the dimen-
sions of personality disorders is predicated on the notion that the unique
clinical signature of BPD (for instance) is the product of a unique profile
of interacting dimensional traits. In a manner fully analogous to the role
of endophenotypic description, a focus on dimensional aspects will crucially
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reduce the complexity of clinical phenomenology for the purpose of genetic
analysis. Siever and Davis (40) have proposed a psychobiological model of
mental illness (spanning Axis-I and Axis-II disorders) based on the following
dimensional phenomena: cognitive/perceptual organization, impulsivity/
aggression, affective instability, and anxiety/inhibition. Impulsivity/
aggression and affective instability are particularly important features of
BPD, and correspond well to latent factors revealed in several factor ana-
lytic studies of DSM criteria for BPD (41–44). We now turn to these two
dimensions to consider candidate biochemical endophenotypes in BPD [see
(45) for an earlier review of this topic].

5. IMPULSIVITY AND AGGRESSION

5.1. Phenomenology

Impaired impulse control and aggressive behavior is a hallmark of BPD. It
is likely the feature of this illness that confers the greatest public health
impact, as a result of assault (including domestic violence and murder)
and property destruction. This also includes a significant rate of completed
suicide (often viewed as self-directed aggression), which may be as high as
10% (46,47). Border personality disorder is prevalent among forensic popu-
lations, including violent offenders and impulsive fire-setters (48), and in a
study of incarcerated women was the most prevalent psychiatric diagnosis
after substance-related diagnoses (49). Border personality disorder is also
prevalent among men who perpetrate violence against their intimate part-
ners (50). A high proportion of BPD patients also meet DSM criteria for
intermittent explosive disorder (IED). As these are very common problems
requiring acute clinical intervention (particularly in emergency, inpatient,
and forensic settings), a significant commitment of mental health resources
is required to address them.

5.2. Heritability of Impulsive Aggression

Evidence from twin and adoption studies suggests a heritable component of
impulsive aggression (8–10). The studies of monozygotic and dizygotic
twins, in particular, suggest that heritability may be more easily demon-
strated for this trait than for the full diagnosis of BPD (probably due to
the issues discussed above) (8,51). Twin studies of suicidal behavior also
show monozygotic twins to exhibit a greater concordance than dizygotic
twins for the behavior, and adoption studies also suggest a heritable compo-
nent independent of the risk for affective illness per se (52–54). In addition,
adoptees with biological parents having antisocial personality disorder (with
aggressive behavior) are at greater risk for this behavior as well (6,7).
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5.3. Serotonergic Indices of Impulsive Aggression

Dysfunction of the central serotonin system has been strongly associated
with (both self- and other-directed) impulsive aggression (55). Initial studies,
inspired by a serotonergic hypothesis of depression, found evidence for
reduced serotonergic activity in individuals with a history of either violent
acts or violent suicide attempts. Levels of the major serotonin degradation
product, 5-hydroxyindoleacetic acid (5-HIAA), found in cerebrospinal fluid
(CSF), were lower in offenders who had committed violent, impulsive
crimes, as against those committing non-violent, premeditated crimes (56).
Decreased CSF 5-HIAA levels were also observed in suicidal individuals
who had murdered their children (57). Cerebrospinal fluid 5-HIAA levels
also appear lower in suicidal patients across psychiatric diagnoses and in
patients with histories of violent suicidal behavior compared to those with-
out such behavior (58,59).

Studies of platelet serotonergic function have also been employed, due
to the relative ease of access, and the similarity of serotonin receptors (e.g.,
5-HT2A) and transporter sites between platelets and brain (60). Platelet
binding of serotonin appears to be increased in patients with suicidal
behavior (61) and self-reported aggressive behavior (62); and in personality
disorder patients, serotonin transporter numbers are inversely related to
self-injurious behavior (63) and lifetime aggression histories (64).

More direct assessments of the central serotonergic function include
post-mortem receptor-binding studies. One autopsy study showed the den-
sity of 5-HT2Areceptors in the prefrontal cortex to be higher in suicide
victims than in matched controls, suggesting a compensatory upregulation
of these post-synaptic receptors, possibly in response to lower levels of
synaptic serotonin (65). Another post-mortem study of suicide victims
showed increased 5-HT1A binding in the midbrain [which, contrary to the
function of 5-HT2Areceptors, may primarily represent increased serotonin
autoreceptor-mediated inhibition of cell-body impulse generation in the
raphe nuclei; (66)]. In addition, altered 5HT transporter binding has been
demonstrated at post-mortem in suicide victims (67) suggesting reduced
serotonin (and possibly noradrenergic) transporter activity.

Experimental approaches have also been employed to address the
functional status of the serotonergic system in vivo. This includes assessing
the peripheral levels of the hormone prolactin in response to exogenous
administration of fenfluramine (a non-exocytotic releaser of pre-synaptic
serotonin, which is a regulator of prolactin release). This is an indirect
measure of the functional status of serotonergic neurotransmission, from
synaptic release to post-synaptic serotonin receptor activation (on prolac-
tin-releasing cells of the hypothalamus). Using this approach, BPD patients
(68,69) and antisocial personality disorder patients (70) both show a blunted
prolactin response to fenfluramine, as do depressed patients who experience
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‘‘anger attacks,’’ in comparison to depressed patients without anger attacks
(71). In addition, across samples of personality disordered patients, the
degree of this blunted response is correlated with the level of impulsive
aggression (68,69,72).

Other studies have utilized exogenous serotonergic agents having a
more specific receptor-binding activity. This includes direct 5-HT agonists
such as m-chlorophenylpiperazine (m-CPP, a metabolite of trazodone),
5-HT1A partial agonists such as buspirone, and the more potent and selec-
tive 5-HT1A agonist ipsapirone. The findings have generally been consistent
with the literature detailed above, relating reduced central serotonin func-
tion with aggressiveness and impulsivity. Reduced prolactin response to
m-CPP was observed in men with antisocial personality disorder and sub-
stance abuse, compared to healthy controls (73), and prolactin response
to m-CPP was inversely related to the frequency of physical and sexual
abuse in a BPD sample (74) and to assaultiveness in a sample of personality
disorder subjects (75). Similarly, prolactin response to buspirone is inversely
related to self-reported violence and irritability (76). A blunted oral tem-
perature response to ipsapirone has been associated with increased aggres-
sive behavior on a laboratory measure of aggressive responding, the Point
Subtraction Aggression Paradigm (77). These studies clearly indicate a
relationship between reduced serotonin system function and aggressive
behavior, though it remains unclear with the use of 5-HT1A active agents
whether the crucial site of action is the post-synaptic serotonin 5-HT1A

receptor on non-serotonergic cells (distributed widely throughout the brain)
or the cell-body 5-HT1Areceptor on serotonin cells themselves, located
primarily in the midbrain raphe nuclei.

More recently, neuroimaging methods have been employed to address
the limitations on regional brain localization inherent in the neuroendocrine
studies described above. Positron-emission tomography (PET), for instance,
permits the anatomical localization of the functional status of neurochem-
ical systems, when combined with the administration of radioactively
labeled agents that bind to elements of neurochemical systems (such as neu-
rotransmitter receptors or transporters). This is particularly important for
investigations of monoamine systems, due to the diffuse distribution of their
afferent connections, which in the case of serotonin involve a virtually com-
plete distribution throughout the entire brain (78). Positron-emission tomo-
graphy studies have demonstrated individuals with aggressive behavior to
exhibit decreased glucose utilization in the orbitofrontal cortex [in mur-
derers; (79)], and in adjacent areas of the inferior and middle frontal cortex,
and temporal lobes [in personality disorder patients; (80)]. These brain
regions subserve several functions in the control of behavior, including
behavioral planning and decision-making, response inhibition, extinction
of conditioned behavioral responses, and the regulation of behavioral
responses to emotional stimuli and states (81), all of which may be relevant
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to clinical features of impulsivity and aggression. Positron-emission
tomography has also been used together with serotonergic agents to
address impulsive and aggressive behavior. Untreated depressed patients
with personality disorders and a history of suicidal behavior exhibited an
impaired response to fenfluramine in several of the above-named regions
(82). A similar study of depressed patients with a history of suicide attempts
showed the high-lethality subject group to exhibit a blunted response to
fenfluramine in ventral, medial, and lateral prefrontal cortical regions, com-
pared to the low-lethality group (83). In another fenfluramine-challenge
PET study, patients with a history of impulsive aggression showed blunted
activation of orbitofrontal, ventral inferior, and cingulate cortices (and
normal degree of activation in the inferior parietal cortex), compared to
controls (84). A fenfluramine-challenge study of patients with BPD showed
blunted response in the medial and orbitofrontal cortex as well as in
temporal and insular cortical regions in the patients, compared to normal
controls (85). A study of regional metabolic response to m-CPP showed
patients with impulsive aggression to have altered activation patterns in
the orbitofrontal, anterior, and posterior cingulate cortices, suggesting that
altered post-synaptic serotonin receptor activity may mediate the blunted
fenfluramine responses in these brain regions (86). A novel PET study of
central serotonin synthesis (utilizing a radioactive analog of the serotonin
precursor l-tryptophan) showed lower rates of serotonin synthesis among
patients with BPD (especially men) in multiple corticostriatal sites, including
the anterior cingulate and medial frontal gyrus (87).

5.4. Candidate Genes Related to the Central Serotonin System

With a large body of evidence implicating altered central serotonin function
in impulsivity and aggression (including that observed directly in patients
with BPD), it makes sense to consider the biochemical elements of this sys-
tem as the products of candidate genes for further genetic analysis. Candi-
date genes of interest are characterized by polymorphism or variation in
the DNA sequences that code for the gene product; this variation may or
may not confer differences in the function of the gene product. The different
copies of the gene are designated ‘‘alleles.’’ Covariation is sought between
polymorphisms and the behavioral index, or endophenotype, in order to
associate particular genetic patterns with the phenotype of interest. Several
promising candidate genes coding for elements of the serotonin system are
described below.

5.4.1. Tryptophan Hydroxylase

Tryptophan hydroxylase (TPH) is the initial enzyme in the chain of chemical
reactions that constitute the serotonin synthetic pathway. A TPH
polymorphism has been identified with two common alleles, designated

110 Minzenberg and Siever



‘‘L’’ (found in 40% of Caucasians) and ‘‘U’’ (found in 60% of Caucasians).
The functional significance of this polymorphism is presently unknown.
Nevertheless, there is some evidence for an association of the L allele of
TPH with reduced CSF 5-HIAA and a history of suicide attempts (88,89),
though another research group has failed to replicate this finding (90).
The U allele has also been associated with an increased rate of suicide
attempts (91), though other studies have failed to find an association of
the TPH genotype with suicide (92,93). The LL genotype has been asso-
ciated with impulsive aggression in Caucasians with personality disorders,
in comparison to the UL and UU genotypes (94), though another study
has reported an association between the U allele and measures of anger
and aggression (95).

5.4.2. Serotonin Transporter

A polymorphism in the promoter region of the serotonin transporter
(5-HTT) gene has been identified, which codes for transporter forms differ-
ing in rates of activity. The ‘‘s’’ allele is less active than the ‘‘l’’ allele and
appears to be associated with measures of impulsivity and harm avoidance
(as measured by a five-factor personality inventory) in a non-clinical sample
(96), though again this finding was not replicated by others (97,98). Two
studies have also found higher rates of the s,s genotype in violent suicidal
behavior (99,100), though other studies have found no association of the
5-HTT promoter polymorphism with suicidal behavior (93,101,102). In
contrast, our research group has obtained preliminary evidence that among
76 individuals with a personality disorder diagnosis, there was a significant
difference in allele distribution between patients with a history of co-morbid
intermittent explosive disorder (IED-revised criteria) and those without.
Those with co-morbid IED-R had higher rates of l allele homozygosity,
whereas those without IED-R had higher rates of heterozygosity (New et
al., unpublished observations). In summary, there is some evidence that
the genetic regulation of 5-HTT production is related to impulsive and
aggressive behavior, though the inconsistencies remain to be resolved.

5.4.3. Serotonin 1B Receptor

Increased aggressive behavior is exhibited in mice with a gene ‘‘knock-out’’
(i.e., deficient) for the 5-HT1B receptor (103). This receptor in mice is quite
similar in chemical structure to the human 5-HT1B receptor, sharing more
than 93% of the amino acid sequence. A post-mortem study of non-depressed
suicide victims revealed a decreased number of 5-HT1B receptors in the fron-
tal cortex (104). In addition, a study of antisocial behavior with alcohol
abuse in two different ethnic samples showed evidence for sib-pair linkage
to the gene coding for the 5-HT1B receptor (105). There is also evidence that
a ‘‘silent’’ polymorphism in the gene for the 5-HT1B receptor may be
associated with differing susceptibilities to suicidal behavior in personality
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disorders (106). However, a post-mortem study found no difference in allele
frequency of this polymorphism between suicide and non-suicide victims,
though the polymorphism may be related to reduced 5-HT1B receptor
numbers (107).

5.4.4. Brain-Derived Neurotrophic Factor

Brain-derived neurotrophic factor (BDNF) is a member of the neurotrophin
family of regulatory factors. These proteins mediate the differentiation and
survival of neurons, and BDNF in particular appears to be necessary for
the survival and proper function of serotonergic neurons (108), such that a
sustained reduction in this factor could affect serotonergic neuronal viability.
In addition, however, BDNF also modulates synaptic transmission and
synaptic plasticity. This includes the facilitation of the synaptic release of
serotonin, as well as dopamine and glutamate (109–111). In the serotonin
system, BDNF increases serotonin in the raphe nucleus (112), apparently
by increasing tryptophan hydoxylase mRNA levels (113), but also decreases
serotonin uptake in some B lymphoblast cell lines (114). It has also been
recently implicated in the pathophysiology of depression, as the infusion of
BDNF into the midbrain (115) or hippocampus (116) causes antidepres-
sant-like behavioral effects in animal models, lithium increases cortical
BDNF in rats (117), and antidepressant administration in humans
increases hippocampal BDNF levels (118). In addition, mice with a partial
knockout for BDNF (heterozygous, with a normal life span in contrast to
full BDNF knockout mice) exhibit a number of serotonergic and beha-
vioral abnormalities (119). These include blunted activation of the immedi-
ate early gene c-fos in response to fenfluramine, reduced synaptic serotonin
levels, and variable increases in 5HT1B, 5HT2A, and 5HT2C receptor num-
bers (possibly an upregulation in response to lowered synaptic serotonin);
and increased aggressiveness and hyperphagia (119), another form of
impulse dyscontrol influenced by serotonergic mechanisms. The aggressive-
ness is ameliorated by fluoxetine administration. In humans, five-factor
neuroticism is associated with the Val allele in a single-nucleotide poly-
morphism of the BDNF gene (the functional significance of which is
presently unknown) (120). In addition, mRNA levels for BDNF (and its
high-affinity receptor, trk B) appear to be lower in both the prefrontal
cortex and the hippocampus of suicide victims (121). These findings in
both humans and animal models suggest that alterations in the function
of BDNF may mediate in part the serotonergic disturbances observed in
various syndromes of negative affect and impulsivity.

5.4.5. Pet-1

Pet-1 is a transcription factor that appears to have a specific role in the dif-
ferentiation of central serotonergic neurons. It is expressed throughout, yet
restricted to, the rostral–caudal extent of rat hindbrain serotonergic raphe
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nuclei, appearing <1 day prior to the appearance of serotonin itself in these

neurons (122). Pet-1 binding sites are present in or near the promoter
regions of genes for the human and mouse 5HT1A receptor, 5HTT, trypto-

phan hydroxylase, and aromatic L-amino acid decarboxylase (123,124). In
Pet-1-deficient mice, the majority of serotonergic neurons fail to differenti-
ate, the remaining 5HT neurons are deficient in tryptophan hydroxylase,

5HTT, and serotonin, and these animals exhibit increased anxiety-like (on
the elevated plus maze) and aggressive behavior (in the resident-intruder

paradigm) as adults (124). As with the literature on BDNF, these findings
suggest that early alterations in the development of serotonergic neurons

may have behavioral sequelae extending into adulthood.

6. AFFECTIVE INSTABILITY

6.1. Phenomenology

Affective instability has been defined as ‘‘a predisposition to marked, rapidly

reversible shifts in affective state that are extremely sensitive to meaningful
environmental events’’ (40). This symptom is a hallmark of BPD. While this

feature has been invoked as a basis for a phenomenological relationship of
BPD to the spectrum of bipolar affective disorders (125), there is evidence

that the range of mood states differs significantly between BPD and that
of the bipolar disorders (126). While the heritability of this dimension has

not yet been addressed, two neurochemical systems have been implicated
in the mediation of this clinical dimension, as detailed below.

6.1.1. Acetylcholine

Altered central cholinergic function was initially implicated in affective dis-

orders such as depression. Cholinergic systems regulate rapid eye movement
sleep, which is altered in depressed patients, as well as in patients with BPD

(127,128). Substances that increase cholinergic activity (known as cholino-
mimetics) produce changes in hypothalamic–pituitary–adrenal axis activity

that are similar to those seen in depression, and which are greater in patients
with affective disorders than in normal control subjects (129). In addition,

cholinomimetics (such as acetylcholine precursors, acetylcholine esterase
inhibitors, or procaine) can induce a range of negative affect states in
patients with mood disorders (129–133). The Steinberg et al. study showed

that the depressive response to physostigmine was not only greater in mag-
nitude but also in speed of onset for personality disorder patients (including

10 subjects with BPD) compared to controls. The magnitude of this
response was associated with the number of BPD symptoms related to affec-

tive instability, but not to impulsivity/aggression (133).
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6.1.2. Norepinephrine

Central norepinephrine (NE) systems modulate normal arousal and engage-
ment with the environment. Novel or threatening stimuli tend to increase
the activity of NE neurons in the locus ceruleus, which can be associated
with irritable aggression in animal models (134,135). Thus, increased NE
activity may be associated with heightened reactivity to the environment,
a possible basis for affective instability. The growth hormone response to
administration of clonidine (a NEa2 receptor agonist) is correlated with
behavioral irritability in both BPD patients and in non-patients, though
not in depressed patients (136). Another study reported that plasma levels
of an NE metabolite (3-methoxy-4-hydroxyphenolglycol) were inversely
related to the lifetime history of aggression (137), which is consistent with
a post-synaptic site of increased NE activity.

6.2. Prospective Endophenotypes in Catecholaminergic Systems

6.2.1. Catechol-O-Methyl Transferase

Catechol-O-methyl transferase (COMT) is one of the major degradative
enzymes for catecholamines. A COMT gene knockout mouse has been pro-
duced; mice heterozygous for COMT deficiency exhibit increased aggressive
behavior (138). In humans, single nucleotide polymorphisms exist with vary-
ing degrees of functional activity. Associations of the low-activity (met/met)
polymorphism with aggressive behavior have been established in samples of
schizophrenics. Schizophrenic patients who are homozygous for the low-
activity allele have been rated by their psychiatrists as more dangerous
(on the basis of their history of assaultive and threatening behavior, violent
crime, and substance abuse) (139), have higher Lifetime History of Aggres-
sion ratings (140), and have more prevalent histories of violence (141) than
high-activity COMT homozygotes. Schizophrenic patients selected for a his-
tory of homicide have higher rates of the low-activity genotype vs. non-
violent schizophrenics or non-patient controls (142). This polymorphism
is also more prevalent among schizophrenics with violent suicide attempts
compared to those without this history (143), and in a heterogeneous sample
of inpatients with mood, psychotic, anxiety, or personality disorder diag-
noses (144). The association between COMT polymorphisms and aggressive
behavior has not yet been addressed in more purely personality disordered
populations.

6.2.2. Intracellular Second Messenger Elements

The activation of most monoamine receptor types in the brain leads to a cas-
cade of activations of second messengers within the neurons containing
these receptors. These reactions lead to widespread biochemical changes
in many sites within the cells, with multiple effects on the neurochemical
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function of the neurons. Alterations in these intracellular signaling mechan-

isms have been implicated in bipolar disorder, with a model proposed

to account for the mood oscillations that define this disorder (145). This

includes abnormalities in the G-proteins which transduce the cell-surface

monoamine receptor activation into an intracellular second messenger

response, and disruptions in the dynamic equilibrium between the synthesis

of second messenger targets protein kinase A and protein kinase C. These

and other elements of second messenger systems are affected by clinically

effective mood stabilizers such as lithium, valproic acid, and carbemazepine,

which also have efficacy in BPD (146). Other intracellular second messenger

pathways that may be involved in impulsive aggression, suicide, and mood

dysregulation include the phosphatidylinositol 3-kinase (PI3K)/Akt path-

way, which is activated by both 5-HT1A and BDNF receptor activation and

is decreased in the brains of suicide victims (147), and the extracellular-signal

regulated kinase 1/2 (ERK1/2) pathway, which is also modulated by

mood-stabilizer medications (148). While the direct relationship of this

component of monoaminergic signaling to affective instability remains to be

demonstrated, these biochemical elements may prove to be proper endo-

phenotypes amenable to genetic analysis.

7. CONCLUSION

There is significant evidence for the role of genetic factors in the expression

of clinical features of BPD and other personality disorders. However, the

investigation of these factors has been hindered by unresolved problems

in psychiatric nosology, and the underlying complexity of polygenic disor-

ders. A dual approach of establishing endophenotypes and assessing their

relationship to dimensional aspects of disorders such as BPD appears

to be promising as a prelude to genetic studies. Likely candidate endo-

phenotypes are identified within the monoamine neurochemical systems

implicated in major clinical dimensions of BPD. This includes primarily

elements of the central serotonin system in impulsivity/aggression, and cen-

tral cholinergic/noradrenergic systems in affective instability. For adequate

endophenotypes meeting the necessary criteria, and their candidate genes,

approaches other than standard linkage analyses may need to be pursued

in order to attain adequate power to establish the role of these genes in

the disorders under consideration (such as BPD). These approaches include

association studies, allele-sharing methods with sibling pairs, and the map-

ping of haplotypes (the combination of several alleles) in order to maximize

the use of the substantial number of single-nucleotide polymorphisms

presently identified.
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Genetics of Borderline Personality
Disorder

Svenn Torgersen

Department of Psychology, Blindern, University of Oslo, Oslo, Norway

Many clinicians believe that borderline personality disorder (BPD) is solely
or mainly the product of aversive childhood experiences, organic traumas,
or other environmental experiences. However, leading psychotherapists have
another opinion. Otto Kernberg (1), for instance, has proposed that the core
element in the development of borderline personality organization may be an
inherited, particularly strong aggressive drive plus an inborn deficiency in the
ability to tolerate anxiety. Linehan and Koerner (2) maintain that the basis
for borderline personality disorder is an inherited biological predisposition
to emotional dysregulation. This dysregulation implies an accentuated sensi-
tivity to emotional stimuli, intense reactions to such stimuli, and a slow,
delayed return to a more quiet emotional level. In addition, dysregulation
refers to a lack of the ability to refrain from inappropriate behavior related
to strong positive and negative effects, and a lack of the ability to comfort
oneself when strong effects give intense physiological outcomes. These
patients often have trouble diverting their attention away from their effects,
and encounter difficulties in organizing and coordinating activities to reach
important aims. The authors did not, however, mean that biology is the only
determinant. Linehan and Kramer suggested that a disconforming childhood
environment is necessary for the development of borderline personality
disorder as well.
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In order to determine whether borderline personality disorder is really

influenced by genetic factors, one must consult systematic empirical studies.

1. STUDY DESIGNS

There are several ways to determine the role of genetic factors in the devel-

opment of borderline personality disorder. The classical method was to

study whether the disorder runs in families, thereby providing a good start-

ing point in determining whether there exists some additive genetic influence

to the development of a disorder. However, this method only determines

whether the disorder is influenced by heredity and shared family environ-

mental factors together, not heredity specifically. Family members can be

concordant on the disorder because of heredity, because of shared family

environmental factors, or both.
The twin method makes it possible to separate the effects of genes

from the effects of shared environment. The difference between the inter-

pair correlation in monozygotic (MZ) and dizygotic (DZ) pairs illustrates

the effect of heredity. The extent to which intra-pair correlations in DZ

twins are higher than half the correlations among MZ twins illustrates the

influence of the shared environment. However, the twin method is not flaw-

less. It rests on ‘‘the equal environment assumption’’ which means that the

environment is equally alike for MZ and DZ twins.
Another method is the adoptive study. By this method, the effect of

shared environment can be separated from the effects of genes. However,

non-additive genetic effects are difficult to determine with this method.
An excellent approach is to combine the twin and the adoption meth-

ods by the so-called ‘‘twins reared apart’’ method. If twin partners are sepa-

rated by birth, the problem with the higher similarity of the environment of

MZ twins living together in childhood compared with DZ twin pairs is

eliminated. However, there are very few twin partners separated by birth.

When one studies an under-diagnosed disorder such as BPD, finding more

than a few pairs is very unlikely.
Recently, molecular genetic methods have made it possible to study

genes directly. Very advanced techniques enable researches to identify which

chromosomes host the gene coding for a specific disorder. Furthermore,

scientists can even detect mutant genes that increase the likelihood of certain

behaviors or disorders.
Further research is needed in order to explain the relationship between

BPD and specific genes. As very few studies focus on BPD proper, research-

ers have used information obtained in more general studies to surmise the

effects of genes on the development of BPD.
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2. PERSONALITY TRAITS RELATED TO BPD

Some studies have investigated the correlation between the ‘‘Big Five’’ per-
sonality factors and BPD. Saulsman and Page (3) performed a meta-analysis
of a number of studies (4–14). They found that neuroticism is uniformly
highly correlated with BPD, with an average around 0.50. Conscientious-
ness and agreeableness showed a negative correlation of ~0.25. The average
multiple correlation was ~2/3, and thus a little less than half the variance in
BPD is explained by the Big Five. Due to their relationship with BPD,
future genetic analyses of the Big Five may shed light on the genetics of
the disorder.

Studies of twins reared apart show that neuroticism, to a lesser extent
conscientiousness, and to a moderate degree agreeableness, are influenced
by genes (15,16). In addition, Tellegen’s concept of negative affectivity,
which is close to neuroticism, constraint, and conscientiousness, seems to
be influenced by genes as well (17). The studies also show that shared family
environment variance may be of some importance. The heritability estimates
vary between 0.12 and 0.58, the shared environment between 0 and 0.21 and
the non-shared environment between 0.43 and 0.60. One reason for the large
variation may be the small samples. If we look at personality dimensions on
the whole, and take into account all types of genetic studies, we find small
differences between various personality dimensions, a heritability around
0.45, a shared environment variance ~0–0.05, and a non-shared environment
variance plus measurement errors around 0.50–0.55 (18). Two-thirds of the
genetic variance is additive and one-third is non-additive.

A research team has been able to establish in two samples that indivi-
duals scoring high on a dimension close to neuroticism have the short var-
iant of a gene that codes for reuptake of serotonin (19,20). The short variant
of the polymorphism accounts for 3–4 % of the total variation and 7–9%
of inherited variance. In a similar study, researchers found a gene that
influences the likelihood of scoring high on novelty seeking, or low on con-
scientiousness (21). However, Baca-Garcia et al. failed to find an association
between the serotonin transporter promoter gene polymorphism and impul-
sivity or aggressive behavior among suicide attempters (22).

Even if only a low percentage of the total variance in personality
dimensions is explained, these studies may be the first step in the direct
mapping of the genes responsible for variation in personality, and possibly,
the development of borderline personality disorder. All in all, the genetic
analogs of the personality dimensions suggest some genetic, as well as some
shared family environment effect, on BPD.

2.1. Deviant Personality Traits Similar to BPD

Using a thorough factor analytic method, Livesley et al. empirically identi-
fied deviant personality traits similar to personality disorders (23). All the 18
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traits appeared to be genetically influenced to some degree (24). The heredity
estimates are ~0.45, as is common for personality traits, while the shared
environment, as usual, was zero or close to zero.

A subsequent factor analysis yielded four super-factors. One of them,
emotional dysregulation, seemed similar to BPD (25). It consisted of
anxiousness, identity problems, submissiveness, affective lability, cognitive
dysregulation, insecure attachment, social avoidance, oppositionality, and
narcissism. The genetic factor (heredity effect¼ 0.47) was very similar to
the phenotypic factor, suggesting that environmental factors act through
the genetically based pathways. Later, identity problems and narcissism
were no longer considered part of the borderline syndrome (26). The authors
asserted that most traits show some specific heredity component after the
common genetic component in the factor is accounted for. They found that
genetic components indeed existed beneath the trait after the common
genetic component for the trait was removed. This means that a borderline
syndrome, as defined by Livesley et al., is influenced by genetic factors on at
least three levels: disorder, criterion or trait, and even one level under that.
To the extent that their questionnaire assesses real personality disorders, this
model will apply for all personality disorders. However, whether this ques-
tionnaire developed by Livesley et al. measures BPD as defined by DMS-IV
and ICD-10 is uncertain. The correlations between questionnaires and inter-
view measures are not high (27).

3. STUDIES OF BPD ITSELF

Five published studies have assessed the rate of DSM-III BPD in the first-
degree relatives of adults with criteria-defined BPD (28–32). Four of these
studies assessed the prevalence of BPD, finding prevalence rates of 0.8%
(31), 10.9% (29), 17.9% (28), and 18.3% (32). Three of these studies assessed
the morbid risk of BPD, finding morbid risk rates of 11.7% (30), 15.3% (29),
and 24.9% (32). In four of these studies, BPD was found to be significantly
more common in the first-degree relatives of borderline probands than in the
first-degree relatives of schizophrenic, bipolar, Axis-II, or normal compari-
son subjects (28–30,32).

Another more recent family history study assessed the prevalence of
DSM-III-R and DSM-IV BPD in the first-degree relatives of inpatient bor-
derline probands and the relatives of probands with other Axis-II disorders
(33). As with DSM-III BPD, the prevalence rates of both DSM-III-R (13.0
vs. 7.8%) and DSM-IV BPD (16.1 vs. 9.1%) were found to be significantly
higher among the relatives of borderline than Axis-II comparison probands.

This study also assessed the prevalence of all nine of the criteria for
BPD as well as the prevalence of any affective (anger, lability, and emptiness),
cognitive (identity disturbance and paranoia/dissociation), impulsive (self-
harm and general impulsivity), or interpersonal symptom (abandonment
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concerns and stormy relationships). All four core sectors of borderline psy-
chopathology were found to be significantly more common among the rela-
tives of borderline probands. All criteria but emptiness, identity disturbance,
and abandonment concerns were also found to be more common among the
relatives of borderline probands. In addition, the study showed that the two
groups were best discriminated by ‘‘impulsive affectivity’’ (inappropriate
anger, affective instability, general impulsivity, and intense, unstable rela-
tionships).

The results of this study build upon and extend the findings of an ear-
lier study. Silverman et al. (34) assessed the prevalence and morbid risk of
very broadly defined affective traits and impulsive traits among the first-
degree relatives of borderline probands. They found a prevalence rate of
13.2% for affective traits and a prevalence of 10.1% for impulsive traits
among these relatives. The corresponding morbid risk rates were 17.3 and
13.2%. Both of these rates were significantly higher than those found for
the first-degree relatives of Axis-II and schizophrenic probands. Silverman
et al. made the interesting observation that among the relatives, either
impulsive or affective personality traits (not mood disorders) were found,
but not typically both sets of personality traits.

Taken together, these six studies have a number of limitations, which
probably account for the differing rates of BPD and BPD symptoms that
were found. First, only the studies of Zanarini et al. (32,33) had large sample
sizes for both borderline and comparison groups. Second, only the studies of
Baron et al. (28), Links et al. (29), and Silverman et al. (34) interviewed any
relatives directly; the other studies relied on either chart review or interview-
ing the probands about their relatives.

Third, half of the studies (29,30,34) assessed broadly defined borderline-
like syndromes rather than criteria-defined BPD itself.

One study of BPD in 7 MZ and 18 DZ twin pairs showed a concor-
dance of zero in MZ and 11% in DZ pairs (35). As the frequency of BPD
is a little less than 1% in the common population of Norway (36), the study
suggests that shared environment, but not heredity, is of importance in the
development of BPD. However, the low number of twins makes the conclu-
sion uncertain (37).

A more recent and larger Norwegian twin study observed an MZ con-
cordance of 35% forBPD, compared to aDZconcordanceof 7% (38).Thebest
genetic model gave an additive heredity of 0.69, and no shared environment
estimate. However, a model with a heredity estimate of 0.57 and a shared
environment estimate of 0.11 could not be discarded. Borderline personality
disorder was one of the personality disorders with the highest genetic esti-
mates. At the same time, BPD was also one of the few PDs for which there
may be some shared environmental effects.

A study of juvenile twins found a high (0.76) genetic estimate for
‘‘borderline personality traits’’ and no shared environment (39).
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4. CONCLUSIONS

Approximately 50% of personality traits and dimensions are hereditary,
while the environment seems to play a much less significant role. Similar
conclusions can be drawn about BPD, as it is, at least in part, a combination
of common personality traits.

A number of family studies have shown that BPD runs in families.
Recent twin studies suggest that the genetic component in the development
of BPD is strong. The shared environment component seems to play a more
significant role in BPD than other personality traits or other personality dis-
orders. Future twin studies with larger sample sizes may show whether this
conjecture proves correct.
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1. INTRODUCTION

For most psychiatric disorders, little is known about the nature of the
underlying pathophysiologic and psychologic mechanisms. This makes it
difficult to determine if two mental disorders that frequently co-occur are
truly different disorders or different expressions of the same disorder. For
example, is major depression (MDD) diagnosed in an individual with bor-
derline personality disorder (BPD) the same disease as MDD diagnosed in
an individual without BPD? If not, could co-occurring MDD and BPD
be different manifestations of the same underlying disease process?

It is often easier to study comorbidity in physical disorders. The term
disease (as opposed to syndrome or disorder) is most often used when
pathophysiologic mechanisms are understood. This knowledge allows for
more objective tests to aid in diagnosis. For example, the increased rates
of heart disease in patients with diabetes can be studied by looking at
how increased glucose levels affect the blood vessels in both animals and
humans. A researcher can conduct autopsies on patients who died from
myocardial infarction to determine if similar changes are observed in the
blood vessels of these patients. Some researchers prefer to use the term
co-occurrence since comorbidity implies that the two syndromes are
distinct disease entities.
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Given our limited understanding of most psychiatric disorders, it
might be argued that studies of comorbidity should be given low priority
until more is known about mechanisms. The problem with this argument
is that knowledge about comorbidity rates provides valuable clues that
can inform the search for relevant pathophysiologic and psychologic
mechanisms. For example, the fact that MDD is frequently comorbid with
BPD suggests that abnormalities in the regulation of cortisol, sleep architec-
ture, serotonin, and norepinephrine may be relevant to BPD as well. If not,
different pathophysiologic mechanisms may be at work when MDD is
comorbid with BPD.

There are a number of mechanisms that might increase the rate of
comorbidity of BPD with another disorder. At the most basic level, the
possibilities include that BPD predisposes to the Axis-I disorder, the Axis-I
disorder predisposes to BPD, or that some third factor or factors contribute
to the development of both.

Tyrer et al. (1) have suggested that a comprehensive model explaining
comorbidity needs to account for the illness at three different levels, etiolo-
gic (risk) factors, pathophysiologic/psychologic mechanisms, and phenoty-
pic expression (syndromes). They suggest we will observe higher than
expected rates of comorbidity if two illnesses share elements in common
at any of these three levels. From this starting point, they outline more than
half-a-dozen pathways which could account for higher-than-chance rates of
comorbidity. Given the number of potential pathways, they conclude that it
will take multiple different tests of the various hypotheses to establish the
correct psychologic and physiologic mechanism behind the comorbidity.

Work by Gunderson et al. provides a good example of how various
models of comorbidity can be tested in the real world (2). The authors
employed a 3-year follow-up of patients with comorbid BPD and MDD
to examine how changes in the level of symptomatology for each disorder
predict changes in the symptomatology of the other and how frequently
remission in each disorder predicts the remission of the other. Their findings
will be presented in the next section.

Researchers studying the comorbidity of BPD with other disorders are
also challenged by the basic issues of the validity and reliability of diagnosis.
While personality is defined by behavioral traits that are stable over long
periods of time, it is clear that a variety of factors can influence the expres-
sion or measurement of personality traits and disorders. The presence of
a comorbid Axis-I disorder is one such factor. The complexity of untangling
state-trait artifacts is illustrated in a study of panic disorder by Noyes
et al. (3). Although not limited to patients with BPD, this study assessed
Axis-II using a structured interview at baseline when all subjects were symp-
tomatic for panic disorder. After 8-weeks of treatment with a benzodiaze-
pine, those who showed an improvement in anxiety symptoms also showed
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improvement in personality symptoms suggesting that there was indeed a
state effect.

One way of establishing the validity of the pretreatment personality
assessment is to demonstrate that the personality findings predicted treat-
ment response. In this particular study, the answer depended on how out-
come was assessed. The presence of a personality disorder did not affect
the percentage improvement of panic disorder symptoms over the baseline.
However, the rate of remission of panic disorder symptoms was lower in
patients with a personality disorder. A 3-year naturalistic follow-up of these
patients found that the presence of a personality disorder as assessed at
baseline predicted a worse long-term outcome for both anxiety symptoms
and measures of psychosocial functioning. These findings support the con-
clusion that personality, even when assessed in the presence of an active
Axis-I disorder, still has prognostic validity.

2. COMORBIDITY WITH AXIS-I DISORDERS

There have been three large studies assessing the rates of Axis-I disorders in
patients with BPD using structured diagnostic interviews: Zanarini et al. in
1998 (4), Zimmerman et al. in 1999 (5), and McGlashan et al. in 2000 (6).
There were a number of differences across the populations that were stu-
died. The mean ages across the three studies were 27.6� 6.9, 32.6� 8.2,
and 32.7� 8.1, respectively. The percentages of subjects who were female
were 78, 62.6, and 64%, respectively. The percentages of patients who were
inpatients at the time they were recruited were 100, 0, and 15% respectively.

Lifetime prevalence rates for Axis-I diagnoses across these three stu-
dies are presented in Table 1. Despite the differences in sample characteris-
tics, there were more similarities than differences across studies. Major
depression was consistently found to be the most frequent diagnosis with
lifetime prevalence rates ranging from 71 to 83%. Diagnoses with lifetime
prevalence rates higher than 45% in at least two of the three studies included
social phobia, post-traumatic stress disorder (PTSD), alcohol abuse/depen-
dence, and drug abuse/dependence. Panic disorder was the only diagnosis to
meet a threshold of at least 25%. A threshold >15% was reported for dys-
thymia, simple phobia, obsessive-compulsive disorder (OCD), and eating
disorder not otherwise specified (eating disorder NOS).

Although the rates of Axis-I diagnoses in Table 1 appear to be high,
are they significantly higher than the rates in patients without BPD?
Zimmerman and Mattia (5) address this question more clearly than the
other two studies because the sample is a consecutive series of patients pre-
senting to an outpatient clinic for a diagnostic evaluation regardless of
whether the patients were thought to meet criteria for a personality disorder.
They compared lifetime and current rates of Axis-I disorders in the 59
patients who met criteria for borderline personality compared to 350 who
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did not. In patients with BPD, Axis-I lifetime prevalence rates were signifi-
cantly elevated for bipolar I and II disorders, panic disorder, social phobia,
simple phobia, PTSD, OCD, alcohol abuse/dependence, drug abuse/depen-
dence, bulimia nervosa, pain disorder, and body dysmorphic disorder. Sur-
prisingly, lifetime rates of major depression were not significantly higher in
those patients with BPD; however, a current diagnosis of MDD was signifi-
cantly more frequent in the BPD patients.

Zanarini et al. (4) compared rates of Axis-I diagnoses in patients with
BPD with patients who met criteria for a personality disorder other than
BPD. All patients were recruited as inpatients. The authors reported signifi-
cantly higher rates among patients with BPD for MDD, dysthymia, bipolar
II, panic disorder, agoraphobia, social phobia, simple phobia, OCD, PTSD,
generalized anxiety disorder (GAD), somatization disorder, hypochondria-
sis, and eating disorder NOS. The McGlashan study (6) did not provide any
statistical comparisons between patients with and without BPD. It is nota-
ble, however, that rates of major depression were numerically higher in
patients with avoidant and obsessive-compulsive personality disorders than
in patients with BPD.

3. COMORBIDITY WITH OTHER AXIS-II DISORDERS

Table 2 presents three large studies (6–8) in which Axis-II was carefully
assessed by structured interviews. Again, there were a number of findings that
were similar across the three studies. The studies by Stuart et al. (7) and
Zanarini et al. (8) used DSM-III-R criteria, while the study of McGlashan
et al. (6) used DSM-IV criteria. Two disorders were observed in >40% of
subjects with BPD in at least two out of three studies: avoidant PD and
dependent PD. Personality disorders observed in >25% of BPD cases
included paranoid PD, obsessive-compulsive PD, and the research diagnoses
of passive-aggressive PD and self-defeating PD. The study by McGlashan et
al. (6) was the only one to assess rates of the research diagnosis of depressive
PD and reported a rate of 38% among BPD cases.

Determining the reasons for comorbidity of BPD with Axis-II disor-
ders is even more challenging than understanding comorbidity of BPD with
Axis-I disorders. Although DSM-IV allows for the diagnosis of multiple
Axis-II disorders, does it make sense to say that an individual has more than
one personality? Many of the comorbidities may be explained by the fact
that individuals possess a variety of individual personality traits that vary
independently and each crosses boundaries of several different PDs. For
example, impulsiveness can be seen in both BPD and antisocial personality
disorder. Avoidance of close relationships can be seen in any of the Cluster
A disorders and avoidant PD.
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4. IMPLICATIONS OF AXIS-I COMORBIDITY

Understanding the implications of comorbidity is highly relevant to making
good decisions regarding clinical care and conducting high quality clinical
research. The course, outcome, and response to treatment for Axis-I disor-
ders may be affected by the presence of comorbid BPD. Likewise, the
course, outcome, and response to treatment for borderline personality dis-
order may be affected by comorbid Axis-I and Axis-II disorders.

4.1. Depression

One of several possible hypotheses that might explain the association
between MDD and BPD is that MDD may increase the susceptibility to
BPD or vice versa. One way of looking at this question is to examine whether
it is more likely that a remission of the depression will lead to a remission in
BPD or the other way around. Gunderson (2) followed 67 patients with BPD
and MDD for 3 years and found that in 12 cases BPD remitted before the
remission of MDD and in 27cases, MDD remitted first. The fact that
MDDmore often remitted first might suggest that BPD is the primary disor-
der and MDD is a complication that appears more episodically. Alterna-
tively, it might be suggested that the presence of major depression fuels the
poor personality functioning and that when MDD is adequately controlled,
it takes additional time for the individual to learn healthier patterns of inter-
personal functioning. In any case, the authors caution that it would be a mis-
take to only treat the major depression and assume that the personality
disorder will remit without any other intervention.

The characteristics of MDD may differ in patients with comorbid
BPD. Patients with MDD and BPD usually have an earlier age of onset
for MDD and higher symptom severity scores on measures of depression
than patients with MDD alone (9–12). The earlier onset may increase the
potential for a negative impact on personality development. Differences in
the course and outcome of MDD may be related to higher symptom severity
at intake rather than being a direct effect of comorbid BPD.

Both MDD and BPD are individually associated with a higher risk of
suicidal behavior and completed suicide. Are patients with both disorders
even more likely to become suicidal? Surprisingly, two studies reported that
comorbid MDD did not predict an increased risk for suicide attempts; how-
ever, the severity of the depressive symptoms and level of affective instability
did predict greater risk (13,14).

In looking at the implications of comorbid BPD in 183 patients with
MDD, Joyce et al. (10) found that the 30 patients with comorbid BPD were
more likely to have a history of suicide attempts and more likely to have a
chronic course of depression. They observed that, after a 6-week trial of
fluoxetine, patients with BPD plus MDD showed a 70% improvement in
depression scores which was similar to the 64% improvement seen in
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patients with MDD alone. On the other hand, among patients who were
randomized to treatment with nortriptyline, those with comorbid BPD
showed only a 36% improvement compared to a 63% improvement in
patients with MDD alone. At 6 months follow-up, the patients with BPD
plus MDD also showed significant improvements in several personality trait
scales but these scores were still significantly worse than the scores of
patients with MDD without BPD. This contrasts with several older studies
that found MDD to be less responsive to treatment in the presence of
comorbid BPD (9,15,16).

It is likely that some of the discrepancies across treatment studies are
explained by the choice of treatment. In addition to the evidence suggesting
a more favorable response to selective serotonin reuptake inhibitors (SSRIs)
and electoconvulsive therapy (ECT) than tricyclic antidepressants (TCAs),
monoamine oxidase inhibitors (MAOIs) may be more effective than TCAs
in depressed patients with BPD and atypical depression (17,18). TCAs may
even make symptoms of BPD worse (19). It may not be a coincidence that
clinicians developed a more positive attitude regarding the pharmacologic
treatment of BPD about the same time that SSRIs and other agents sup-
planted TCAs as the first line treatment for MDD.

Mulder (20) reviewed 50 studies which examined the effects of various
personality disorders and personality traits on the treatment outcome of
MDD. The relevance of many of these studies to BPD is somewhat diluted
by the fact that cases with BPD were combined together with other Cluster
B disorders or personality disorders in general. While most of the studies
suggested that personality pathology predicted a worse outcome, some of
the studies did not find a significant difference. Debattista and Mueller
(21) reviewed 13 original reports on the effect of a concurrent personality
disorder on the response of major depression to ECT. They concluded that
patients with BPD and MDD do respond to ECT but, not surprisingly, the
symptoms of the personality disorder often persist. More recently, Reich
(22) reviewed a number of treatment studies for MDD and concluded that
patients with MDD and comorbid BPD often do worse than those with
MDD alone but that this finding is not universal across all studies.

4.2. Anxiety Disorders

Reich et al. (23) conducted one of the earliest studies examining the impact
of a categorical personality diagnosis on treatment response for panic disor-
der in a series of 49 patients. Even when the severity of anxiety symptoms at
baseline was controlled, the presence of a Cluster B personality disorder pre-
dicted a lower response rate to benzodiazepines. As noted previously, Noyes
et al. (3) showed that a comorbid PD at baseline predicted a worse outcome
3 years later with respect to both severity of anxiety symptoms and social
functioning. Similar findings were reported by Seivewright et al. (24) who
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followed up a series of 182 patients with panic disorder, generalized anxiety
disorder, and dysthymia. A clinical diagnosis of personality disorder at
baseline predicted worse control of anxiety symptoms 5 years later.

There have also been studies that have found no association between
the presence of a comorbid personality disorder and treatment outcome for
panic disorder. Dreessen et al. (25) treated 31 patients with panic disorder
and 57 patients with other anxiety disorders with cognitive-behavioral
therapy. Similar improvements were noted at 6 months in patients with
and those without a comorbid personality disorder when baseline severity
differences were controlled. It is possible that the cognitive-behavioral ther-
apy provided the patients with the tools to challenge cognitive distortions
related to both panic disorders and personality disorder.

There have been several large reviews of the effects of comorbid BPD
and other personality disorders. In 1998, Dreessen and Arntz (26) reviewed
35 studies addressing the impact of Axis-II on treatment outcome for anxi-
ety disorders. They concluded that there was insufficient evidence to say that
comorbid Axis-II disorders result in poorer treatment response, particularly
if response is defined as percentage improvement in the severity of anxiety
disorder symptoms. This results from the fact that patients with BPD and
anxiety disorders tend to have more severe anxiety symptoms at intake than
patients with an anxiety disorder alone. The use of percentage improvement
controls for this difference.

In 2001, Slaap and Boer (27) published a review focusing specifically
on panic disorder including 19 short-term studies and 21 longer-term
studies. They concluded that personality disorder is a strong predictor
of non-response to both medication and psychotherapy. More recently, in
2003, Reich (22) published a review that examined a wider range of anxiety
disorders and also reconsidered the conclusions of previous reviewers who
have surveyed the field. He concluded that there is good reason to conclude
that comorbid personality disorders may negatively impact treatment
response for a variety of anxiety disorders but he also identified a number
of methodological issues and mechanisms which need to be considered in
interpreting the results of such studies.

While OCD and BPD would seem to be at opposite ends of the impul-
sivity spectrum, Zimmerman (5) found that the rate of OCD among patients
with BPD (25%) was significantly higher than the rate seen in non-BPD
cases (7.4%). McKay (28) reported that a comorbid diagnosis of OCD in
patients with BPD was associated with higher rates of self-mutilation.

Post-traumatic stress disorder has a special relationship to BPD since
traumatic events, often physical or sexual abuse, are frequently seen in the
past history of these patients. Of course, most patients with PTSD do not
meet criteria for BPD (29). What are the implications when the two disor-
ders are comorbid? Feeny et al. (30) examined treatment outcomes for beha-
vioral therapy in a sample of 72 females with PTSD. Those identified as
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meeting full or partial criteria for BPD on the SCID-II (N¼12) had
a similar level of improvement in PTSD symptoms when compared to
non-BPD cases but the level of end state functioning was not as good at
the 3-month follow-up assessment.

Heffernan (31) examined clinical differences associated with comorbid
BPD in 71 women with a history of childhood sexual abuse and PTSD. The
26 who also met criteria for BPD had an earlier age of first abuse and higher
rates of physical and verbal abuse by their mothers. The comorbid cases
were more likely to be non-compliant with treatment. There were no differ-
ences in severity and frequency of abuse or in the severity or frequency of
PTSD symptoms. Zlotnick et al. (32) compared patients with BPD alone,
PTSD alone, and those with both disorders. Among PTSD patients with
and without BPD, there were no differences in the severity of PTSD-related
symptoms or level of impairment. Likewise, BPD patients with and without
PTSD did not differ from one another.

4.3. Eating Disorders

Borderline personality disorder is more often associated with bulimia and
eating disorder NOS than with anorexia nervosa (5,6,33). Rossiter et al.
(34) reported on a group of 71 patients with bulimia nervosa and found that
the presence of a comorbid cluster B disorder predicted a worse outcome at
the end of treatment and at 1-year follow-up. In contrast, Grilo et al. (35)
looked at the effects of a comorbid personality diagnosis on outcome for
69 patients with EDNOS and 23 with bulimia nervosa. They concluded that
‘‘the natural course of BN and EDNOS is not influenced significantly by the
presence, severity, or time-varying changes of co-occurring PDs.’’ Finally,
Palmer et al. (36) have reported on an adaptation of Dialectical Behavior
Therapy for patients with the combination of BPD and eating disorders,
which they believe may result in the improvement of both the BPD and eat-
ing disorder. Grilo (37) has provided a review of this area and concluded
that there are marked inconsistencies across studies making it difficult to
draw conclusions about the nature and significance of the associations
between EDO and BPD.

4.4. Bipolar Spectrum

Zimmerman (5) found that the prevalence rates of bipolar I disorder (BPI)
and bipolar II (BPII) disorder were significantly elevated among 59 outpa-
tients with BPD when compared to 350 outpatients without BPD (8.5 vs.
2.9% for BPI, 11.9 vs. 3.4% for BPII). Elevated rates of BPD have also been
reported in patients with cyclothymia and BPII disorder (38). Perugi et al.
(39) studied a sample of 45 patients with cyclothymia and found that 62%
met criteria for BPD. Joyce et al. (40) reported that in a series of 195 patients
with one or more episodes of depression, 19 could be classified as BPII.
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The same report presents a second study examining the association between
a mood disorder and BPD in a series of 133 women with bulimia nervosa.
Rates of BPD were 10% among 43 cases with no mood disorder, 31% among
68 cases with MDD, and 59% among 22 cases with BPII. BPD was by far
the most prevalent personality disorder in the BPII groups in both samples.

It is important to consider whether these elevated rates of comorbidity
are real or an artifact related to a lack of specificity in the criteria for the two
disorders. Rapid mood swings can be seen in cyclothymia and BPII. Psycho-
motor agitation and excessive involvement in high-risk activities are criteria
for hypomanic episodes. Such symptoms may lead to interpersonal pro-
blems and an unstable self-image which can be difficult to distinguish from
BPD. Borderline personality disorder, cyclothymia, and BPII each tend to
have an early age of onset and chronic course. Of course, DSM-IV does
not treat the diagnosis of a mood disorder and BPD as mutually exclusive.
Both can be diagnosed concurrently if criteria are met.

Akiskal (41) has suggested that the problem may not be a lack of spe-
cificity but rather too much specificity. He argues that there are enough simi-
larities in clinical features, family history, and response to mood stabilizing
medications to suggest that both disorders are part of the bipolar spectrum
and that the criteria for bipolar II should be broadened to include most
patients now diagnosed with BPD (39,41). In contrast, Gunderson et al. (2)
argue that depressions in patients with BPD are qualitatively different from
depressions in other patients and that there are differences in family history.
Bolton and Gunderson (42) argue that BPD is frequently misdiagnosed as
bipolar disorder and this results in suboptimal treatment decisions.

There may also be a selection bias causing the apparent increase in
comorbidity rates. Benazzi (43) assessed BPD in a series of MDD and BPII
outpatients selected entirely from a private practice setting. He suggested
that the low rates of comorbid BPII he observed among his patients with
BPD may be explained by the fact that patients seen in private practice
are generally less severe than the complex cases that are referred to univer-
sity-affiliated outpatient clinics.

4.5. Substance Abuse

There are also complexities in assessing the comorbidity between BPD and
substance abuse/dependence (SA/D). The criteria for BPD include sub-
stance abuse in the impulsivity criterion for BPD. Affective instability
may be caused or magnified by drugs of abuse and SA/D often begins at
an early age, making it difficult to sort out whether a personality disorder
existed before the SA/D.

Antisocial personality disorder (ASPD) is generally recognized
as commonly associated with SA/D; however, BPD may be even more
common in some cohorts with SA/D. Nace et al. (44) reported on a series
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of 100 subjects admitted to a substance abuse treatment program at a private
hospital and found that BPD was the most frequent personality diagnoses
(N¼17). In contrast, only three subjects met criteria for ASPD. Personality
disorder in general tended to be associated with more chronic and more
severe SA/D symptoms. Grilo et al. (45) studied a consecutive series of
117 young adults (aged 18–37) admitted to a private tertiary-care psychiatric
hospital and found that 60% met criteria for SA/D. Among the group with
SA/D, 61% met criteria for BPD. The next most common PD among SA/D
cases was ASPD (19%). Among cases without substance abuse, only 15%
met criteria for BPD and 6% met criteria for ASPD. The association
between SA/D and BPD was significant in both male and female subsam-
ples. The association was still significant when substance abuse was disal-
lowed as an example of impulsivity in diagnosing BPD.

A study of 50 patients in an alcohol abuse treatment program found
only 16% met criteria for BPD and 20% met criteria for ASPD; however,
this sample was predominantly male with a mean age over 40 (46). It is likely
that the age and gender distribution of samples and the specific substances
being abused greatly affect the rates of comorbidity.

Skodol et al. (47) studied 200 patients including 100 presenting for
treatment to a hospital unit specializing in personality disorder and 100 pre-
senting to a clinic providing psychoanalytic therapy. Of these, 57 (28.5%)
met criteria for BPD. In considering current SA/D-related diagnoses, alco-
hol abuse/dependence was four times more frequent in individuals with
BPD. Other SA/D (excluding cannabis) was nine times more frequent
among BPD cases and this was statistically significant. In considering life-
time SA/D-related diagnoses, the frequency was significantly higher among
BPD cases compared to non-BPD cases for alcohol (3.3 times), stimulants
(4.4 times) and other substances excluding cannabis (6.6 times). Neither cur-
rent nor lifetime diagnosis of cannabis abuse was significantly associated
with a diagnosis of BPD. Among cases with SA/D, a comorbid diagnosis
of BPD was associated with greater global impairment but not greater
chronicity of the SA/D.

Darke et al. (48) reported on a large Australian study of 615 current
heroin users. The mean age was 29.3 years and 65% were male. Of these,
205 met criteria for ASPD only, 45 for BPD only, and 235 met criteria
for both ASPD and BPD. Only 21% of the sample met criteria for neither
BPD nor ASPD. As might be expected, 76% of the ASPD-only cases were
male but only 44 % of the BPD-only group were male. In the group with
the combination of both personality disorders, 66% were male. Both ASPD
and BPD were risk factors for past suicide attempts, drug overdose, needle
risk-taking, and abuse of other substances. When interactions between BPD
and ASPD were examined, ASPD was no longer found to be significantly
related to suicide attempts, needle sharing, and other psychopathology once
the effects of BPD were taken into account. The only domain in which
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ASPD and BPD were independent risk factors was in risk for heroin
overdose. The authors conclude that, at least among SA/D samples, studies
which examine ASPD but not BPD may draw false conclusions since the
results will likely by confounded by cases with comorbid BPD.

Trull et al. (49) reviewed 26 studies which examined the rates of SA/D
in cohorts with BPD and 17 studies which examined the rates of BPD in
cohorts with SA/D. Among cohorts with BPD, rates of alcohol abuse/
dependence generally ranged from 25 to 75%. The higher rates were more
common in studies that included a higher proportion of males. If subjects
with BPD were combined across the studies, 57% (275 of 479) met criteria
for a SA/D. If studies which reported specific rates of alcohol abuse/depen-
dence in patients with BPD were combined, then 44% of the subjects (265 of
605) met criteria for alcohol abuse/dependence.

The authors also reported rates of BPD in studies of populations with
SA/D. Again, there was a wide range but combining across studies resulted
in 226 of 824 (27%) individuals with SA/D meeting criteria for BPD. Rates
of BPD across studies were 14% (191 of 1337) among those with alcohol
abuse, 17% (115 of 683) among cocaine abusers, and 18% (120 of 649)
among opioid abusers. Trull et al. have proposed a model that concept-
ualizes affective instability and impulsivity as risk factors for both BPD
and SA/D. They suggest that factors such as family environment and
neurobiological vulnerability influence the developmental history in ways
that lead to BPD, SA/D, or both. In a more recent research report, Trull
et al. provide data that lends further support for this model (50).

5. IMPLICATIONS OF COMORBIDITY FOR CLINICAL CARE

Despite the fact that some available research suggests that the response to
treatment for various Axis-I disorders may be less robust in the presence
of comorbid BPD, this is frequently not the case when the outcome is mea-
sured as percentage improvement. Even if the response is less robust, these
patients will often show significant improvement in symptoms of the Axis-I
disorder. As the Axis-I disorder comes under better control, improvement in
personality symptoms is also observed. Dreessen and Arntz (26) have cau-
tioned that clinicians should be careful not to approach patients with a
comorbid Axis-II disorder with the expectation that they will fail to achieve
a good response to treatment and thereby risk creating a self-fulfilling pro-
phecy. In patients with a comorbid personality disorder, what may initially
appear to be a non-response may turn out to be a delayed response if the
clinician allows more time for the treatment to work (51). Reich (22) has sug-
gested that the presence of a comorbid Axis-II disorder may be an important
factor that can guide the choice of treatment for a given Axis-I disorder.

The crucial step in managing patients with comorbid BPD is to detect
and diagnose all Axis-I and Axis-II disorders. Several studies show that
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typical clinical practice results in under-diagnosis of Axis-II disorders when
compared to samples that are systematically assessed using a structured
interview (5). An important comorbidity can also be missed when prominent
BPD symptoms distract the clinician from detecting an Axis-I disorder.

6. IMPLICATIONS OF COMORBIDITY FOR
CLINICAL RESEARCH

Knowing that comorbid BPD (and other personality disorders) may impact
findings, researchers may choose to exclude patients with BPD when study-
ing patients with Axis-I disorders. While this may simplify the research, it
also creates a problem in generalizing findings to typical clinical populations
because of the high prevalence of BPD in many Axis-I disorder samples. It is
true that the presence of comorbid BPD may influence treatment response
but researchers rarely exclude patients based on other variables known to
affect response rates such as age, gender, education level, income, marital
status, or ethnic background. More typically, these variables are statistically
controlled. Many treatment studies do not formally assess Axis-II. This
means that an important source of variance cannot be measured or con-
trolled, thereby reducing the probability of detecting a main effect.

Reich (22) points out that researchers trying to understand the impact
of Axis-II on the treatment of Axis-I disorders must consider a variety of
reasons and mechanisms that may be at work. For example, a comorbid per-
sonality disorder may increase the probability that the patient will drop out
of treatment or be less compliant with treatment. He also notes that PD is
often associated with negative life events which can independently impact
treatment response.

Although the problem of state effects on the assessment of personality
disorder is a source of concern, not assessing personality disorder may
create more problems than it solves. It is impractical to defer the assessment
of personality until the Axis-I disorder has resolved because personality may
be one factor that determines how well and how quickly the Axis-I disorder
resolves. If symptoms of BPD are less severe after a comorbid Axis-I disor-
der responds to treatment, it may be a mistake to attribute this to a state
artifact in the assessment of the personality symptoms. It is likely that some
of the same neurotransmitters and neurocircuitry that are relevant to Axis-I
disorders are also relevant to Axis-II disorders such as BPD. In the case of
medications, it is quite possible that the attenuation in Axis-II symptoms is a
direct effect of the medication on the underlying pathophysiologic mechan-
ism of the Axis-II disorder. Likewise, if BPD and an Axis-I disorder both
improve after psychotherapy, the therapy may be affecting the pathopsycho-
logic mechanisms of the Axis-II disorder.

It is clear that research into the nature of comorbidity in patients with
borderline personality disorder will continue to be an area of active
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research. A better understanding of the reasons and implications of comor-
bidity will lead to better treatment decisions and a better understanding of
the nature of psychiatric disorders.
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1. INTRODUCTION

Borderline personality disorder (BPD) is common in clinical populations
and in the community. It is estimated to affect ~10–20% of patients in inpa-
tient psychiatric facilities and 10% of all psychiatric outpatients (1). Studies
in the community have found a prevalence of between 1 and 2% (2). BPD is
considered one of the most severe personality disorders (PDs). Impairment
in social, occupational, or other important areas of functioning is a required
feature of all PDs (3), and clinical experience strongly suggests that impair-
ment in psychosocial functioning is especially pronounced in BPD.

For the effective clinical management of patients with BPD, including
the design of treatment plans, and for prognosis, it is important for clini-
cians to appreciate the extent and significance of functional impairment
associated with BPD. There are several important questions to consider:
(i) Are all domains of functioning equally affected or is interpersonal func-
tioning more severely impaired by borderline psychopathology than, for
example, occupational functioning? (ii) Is functional impairment manifest
mostly by the failure to attain a functional status, such as steady employ-
ment or a long-term relationship, or is the quality of functioning impaired
even when a patient appears to have attained a particular functional role?
(iii) Is impairment in psychosocial functioning worse in BPD than in other
PDs? (iv) Is impairment in functioning in BPD a product of borderline
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psychopathology itself, or is it a product of ubiquitous co-morbidity, espe-
cially with Axis-I mood, anxiety, eating, and substance use disorders? (v) Is
impairment in functioning in patients with BPD persistent and stable over
time? (iv) How does an improvement in borderline psychopathology impact
psychosocial functioning?

These questions will be addressed in this chapter.

2. EDUCATIONAL/OCCUPATIONAL FUNCTIONING

The onset of BPD, like other PDs, usually occurs in adolescence. Patients with
BPD may have had an attention deficit disorder as children as well. Identity
problems, while common in adolescents, may be particularly severe in pre-
borderline adolescents andmay be accompanied by emotional lability and sub-
stance use. Although adolescent symptoms of PD tend to decline over time (4),
disruptive behavior disorders of childhood and adolescent PD symptoms are
predictive of PDs during early adult life (5,6). Persistent problems with inatten-
tion, moodiness, impulsivity, and confusion about goals in life during adoles-
cence would be expected to have an adverse impact on school performance,
and, as a consequence, interfere with the successful launching of a career.

Few studies, however, have documented that patients with BPD do
less well in school than other types of patients. In a small study comparing
patients with BPD to patients with schizophrenia or depression, Soloff (7)
found that those with BPD had the fewest years of education. Trull (8) also
found that non-clinical young adults with borderline features were more
likely to have academic difficulties over a 2-year period than other young
adults. Zimmerman and Coryell (9) and Torgersen et al. (10), however,
found that community members with BPD had no less education than those
who did not have BPD. It may be that some people with BPD function bet-
ter in the structured environment of school than when they have less struc-
ture and more self-directedness is required. In the Collaborative
Longitudinal Personality disorders Study (CLPS) (11), patients with BPD
were found to have over three times the odds of having only a high school
education relative to patients with major depressive disorder (MDD) and
less than half the odds of having graduated from college (12). On a qualita-
tive measure of functioning in school, students with BPD in the CLPS func-
tioned more poorly than those diagnosed with either avoidant personality
disorder (AVPD) or obsessive-compulsive personality disorder (OCPD).
At least in patients seeking treatment, therefore, BPD may be associated
with educational impairment. In the CLPS, there was no significant differ-
ence between men and women with BPD in school functioning (13).

There is considerably more evidence that patients with BPD have more
unemployment, frequent job changes, or periods of disability (14–16) com-
pared to patients with no PD or with Axis-I disorders. In his 15-year follow-
up study of patients with BPD from the Chestnut Lodge (17), McGlashan
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found that patients with BPD were more likely to be employed than patients
with schizophrenia, although only 2/3 of the BPD sample had worked. A
3-year follow-up study of hospitalized patients with BPD in Finland revealed
two clearly differentiated groups: 33% who were continually fit for work and
46% who were chronically incapable of working (18). Recently, Roberts
et al. (19) demonstrated that adolescents high on the personality trait of
negative emotionality, common to patients with BPD, experience ‘‘turbulent
and unsuccessful transitions into the world of work,’’ resulting in ‘‘lower
prestige jobs and less financial security in early adulthood.’’ In the CLPS,
patients with BPD were less likely to be currently employed and between
two and three times more likely to be disabled than patients with MDD
(12). In terms of the quality of occupational functioning, most studies have
found poorer work functioning or less occupational satisfaction and achieve-
ment among patients with BPD compared to others (15,20–22). In the CLPS,
working patients with BPD had significantly more impairment at work than
patients with AVPD or OCPD or with MDD (12). Among the patients
with BPD, 52% were rated as having severe impairment in employment
functioning in the month prior to intake, compared to only 18% of patients
with MDD [odds ratio (OR)¼ 3.7; 99% confidence interval (CI)¼ 1.4–9.6].

There were no significant differences between men and women with
BPD in functioning at work (13).

3. SOCIAL FUNCTIONING

A major developmental task of the period of transition from adolescence to
early adulthood when PDs are first diagnosed is the formation of mature,
loving relationships outside of the family of origin. Derailments in this pro-
cess might be expected to result from borderline psychopathology in the
domains of self and other (object) representations. A majority of studies
have found that patients with BPD are more likely than others to be never
married, separated, or divorced (7,9,10,15,16,20).

Among the early studies, McGlashan’s study (17) of the patients at
Chestnut Lodge is the exception: there was no difference between patients
with BPD and those with schizophrenia in the proportions married at base-
line, and patients with BPD were more likely to be married 15 years later. In
the CLPS, there was also no difference between the patients with BPD and
those with MDD in the proportions never married, separated/divorced, or
married/living with someone. More than 50% of both groups were never
married; however, this could be owing to the fact that the subjects in the
sample were in their early 30s, and the age at which people marry has been
increasing. In terms of the quality of social relationships, most studies report
poorer social functioning in patients with BPD (14,15,20,21). Since many
different people populate a person’s social network, the CLPS examined
the quality of social relationships with six categories of people: parents,
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siblings, spouse/mate, children, other relatives, and friends. Patients with
BPD had poorer social relationships with their parents than did patients
with AVPD or with OCPD or MDD, poorer relationships with their siblings
than patients with OCPD or MDD, poorer relationships with their spouse/
mate (if they had one) than patients with OCPD, and poorer relationships
with their friends than patients with OCPD or MDD. Among patients with
BPD, 51% were rated as having severe impairments in their relationships
with their parents compared to 18% with MDD (OR¼ 3.8, 99% CI¼
1.5–9.5) and 36% had severe impairments in their relationships with their
siblings compared to 10% with MDD (OR¼4.0, 99% CI¼ 2.3–13.4). There
were no differences in the quality of social relationships of patients with
BPD with their own children or with relatives outside their nuclear families
compared to patients with other PDs or with MDD and no PD (12).

4. LEISURE TIME FUNCTIONING

There are few studies of the impact of personality psychopathology on
a patient’s ability to enjoy him/herself, although clinically it is apparent that
patients with PDs have difficulty experiencing pleasure. In the CLPS, recrea-
tional functioning was rated as more impaired in patients with BPD than in
patients with AVPD, OCPD, or MDD (12). There were no significant differ-
ences between men and women with BPD (13).

5. GLOBAL FUNCTIONING

Measures of global functioning are designed to represent an overall picture
of patient functioning and appear more frequently in studies that do not
have the interest in or resources to devote to the assessment of individual
domains of functioning. Many studies have employed the Global Assess-
ment Scale (GAS) or its descendant, the Global Assessment of Functioning
Scale (GAFS), which has been Axis-V in the DSM multi-axial system since
DSM-III-R (23). These scales include levels of psychiatric symptoms, as well
as of social and occupational functioning, in the rating. Thus, they are not
‘‘pure’’ measures of functioning, but are influenced substantially by the
severity of psychopathology (24). It should come as no surprise, then, that
on measures of global functioning, patients with BPD have been found to
have a significant impairment (14,21,22,25–29). In the Torgersen et al.
(10) epidemiological study, community members with BPD were found
to have reduced quality of life, as measured by a global index that included
subjective well-being, self-realization, relationship to friends, social support,
negative life events, relationship to family of origin, and neighborhood
quality.

The CLPS employed four measures of global functioning: the GAFS,
a scale of global social adjustment (measuring social and occupational
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functioning without symptoms), a scale of global satisfaction, and the overall
score from the Social Adjustment Scale—Self Report (SAS-SR, 30). By all of
these measures, patients with BPDwere rated as more impaired than patients
with AVPD, OCPD, or MDD, and comparable to patients with STPD.
Among patients with BPD, 71% had severe impairment in global social
adjustment compared to 42% of patients with MDD (OR¼ 2.7, 99%
CI¼ 1.3–5.6) and 47% had GAFS scores �50 (serious symptoms or any
serious impairment in social, occupational, or school functioning) compared
to 19% of patients with MDD (OR¼ 3.8, 99% CI¼ 1.7–8.6) (12). There were
no significant differences between men and women with BPD on anymeasure
of global functioning (13).

6. RELATIONSHIP OF IMPAIRMENT TO BPD COMORBIDITY

Borderline personality disorder is characterized by extensive co-morbidity
with Axis-I disorders (31,32) and other Axis-II disorders (33,34). Up to
90% of patients with BPD will have had a lifetime episode of major depres-
sive disorder (35,36); 60% may have current MDD (31). Anxiety disorders
(37), eating disorders (38), and substance use disorders (39) are also common.
On Axis-II, co-morbidity is common with other Cluster B PDs, such as anti-
social PD, and with Cluster C PDs, such as dependent and avoidant PDs
(33). Patients with PDs frequently present for treatment in the context of a
psychosocial crisis that gives rise to an episode of an Axis-I disorder (40).
In order for a PD to be diagnosed in such a patient, the required impairment
in social, occupational, or other important area of functioning should be
independent of the impairment in functioning due to any current, co-morbid
Axis-I or II disorder. This is frequently difficult to determine, particularly
based on a single assessment done at the time of seeking treatment.

In the CLPS results described in earlier sections of this chapter, the
analyses of the degree of impairment in the various domains of functioning
and of the likelihood of having severe impairment in any domain compared
to MDD controlled for current, co-morbid Axis-I disorders (as well as for
gender, the effects of age, and minority status). This means that the differ-
ences in degrees of impairment in functioning between patients with BPD
vs. other PDs or MDD was not due to greater co-morbidity on Axis-I for
the BPD patients. Similar results were also found by Trull (41) in a non-
clinical sample, a proportion of which exhibited significant BPD features.
Borderline features accounted for significant variance in functioning, mea-
sured in terms of interpersonal distress and dysfunction, global (work,
school, social, and family) functioning, and GAFS scores, beyond that
accounted for by other predictors, including Axis-I disorder. Borderline
scores mediated the relationship between lifetime Axis-I disorder and current
functioning in Trull’s study.
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7. STABILITY OF FUNCTIONAL IMPAIRMENT

Prior to the definition of BPD and other PDs by specified diagnostic criteria
in DSM-III in 1980 (42), clinical wisdom suggested that BPD was character-
ized by a stable and enduring pattern of cognitions, affects, interpersonal
relationships, and behaviors. Early studies of the borderline syndrome
(43–46) tended to support the notion of stability in psychopathology and
in functional impairment for borderline patients. Post-DSM-III studies have
indicated, however, that many patients with BPD improve over time
(14,15,17,47). Although these studies all had various methodological limita-
tions, even recent methodologically rigorous studies, including the CLPS
(48–50) and the McLean Study of Adult Development (MSAD) (51), have
indicated that patients with BPD can improve symptomatically, sometimes
dramatically, over time. The question remains, however, as to whether these
symptomatic improvements are accompanied by improvement in
functioning?

Tucker et al. (52) and Najavitz and Gunderson (53) found significant
improvement in GAFS scores for hospitalized patients with BPD 2–3 years
after discharge, but Barasch et al. (27) failed to find significant improvement
after following outpatients with BPD for 3 years. At the time of hospital
admission, a patient’s functioning might be expected to be at a low point,
with greater opportunities to improve as the acute clinical situation that pre-
cipitated the hospitalization resolves. Plakun et al. (26), Stone et al. (47), and
McGlashan (17) reported GAS scores in the mid-to-upper 60s for patients
with BPD, 15 years after hospitalization. Paris and Zweig-Frank (54) found
that former inpatients with BPD had a mean GAFS score of 63 at both
15-year and 27-year follow-ups, suggesting that there might be an upper
limit to the improvement in functioning that patients with BPD can attain.
Mehlum et al. (29) reported that patients with BPD had lower levels of func-
tioning at hospital admission, discharge, and 3 year follow-up than patients
with Cluster C PDs or with no PD, but patients with schizotypal PD had
even worse functioning.

In a treatment study, Linehan et al. (55) found that patients with BPD
who had a year of dialectical behavior therapy (DBT) had a mean GAS
score of 48 at a 6-month follow-up, compared to a score of 32 for patients
who had received treatment as usual (TAU). Improvement continued during
the subsequent 6 months of follow-up, with the GAS scores reaching 57
in the DBT group (vs. 36 in the TAU group). In an 18-month psychoanaly-
tically oriented partial hospitalization program for patients with BPD,
Bateman and Fonagy (56) also found that social and interpersonal func-
tioning continued to improve for the program participants 18 months after
discharge, in comparison to patients who had received standard psychiatric
care, suggesting that the specialized program had stimulated longer term
changes.
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Patients in the CLPS were re-evaluated for symptomatic and func-
tional status at 6-month, 1-year, and 2-year follow-ups (57).

Functioning in employment, social relationships with parents, spouse/
mate, and friends, recreation, global social adjustment, and the GAFS were
examined. Patients with BPD continued to have significantly more impair-
ment than other groups in work functioning, recreation, global social
adjustment, and on the GAFS, as they did at baseline, but not in social rela-
tionships. Moreover, none of the psychosocial functioning variables
improved over the 2-year period for the group with BPD as a whole. As
an example, the GAFS score for patients with BPD at baseline was 53, at
the 1-year follow-up it was 56, but at the 2-year follow-up it was 53 again.
Almost 90% of the CLPS patients were recruited as outpatients and the
mean GAFS score of 53 is comparable to the above outpatient samples,
but higher (indicating better functioning, as would be expected) than the
inpatient samples. The lack of a change in functioning over time in the
CLPS suggests that significant improvement in functioning for patients with
BPD comes only after a number of years.

The CLPS also examined the impact of improvement in BPD psycho-
pathology during the first year of follow-up on functional levels at 1 year
and 2 years (57). Patients whose psychopathology improved the most did
show more improvement in functioning in recreation and global functioning
in the first year and, in addition, in employment functioning in the second
year. These results underscore that successful resolution of symptoms in
BPD does have a beneficial effect on functioning, but that some of the
improvement in functioning might occur more gradually than symptomatic
improvement.

The MSAD study also examined the stability of functioning impair-
ment in three follow-up assessments over 6 years (58). The psychosocial
functioning of patients with BPD improved substantially over the 6 years
with the proportion demonstrating good overall psychosocial functioning
increasing from 21% at baseline to 55%. Patients with BPD continued to
function more poorly than patients with other PDs, however, particularly
in the area of vocational achievement. Striking a similar note as the CLPS,
patients with BPD in the MSAD who had experienced a symptomatic
‘‘remission’’ during the 6 years functioned significantly better in social rela-
tionships and at work than patients with BPD who had not remitted. They
were significantly more likely to have a good relationship with a spouse or
partner and at least one parent, good work or school performance, a sus-
tained work or school history, good overall psychosocial functioning, and
a GAFS score of �61. All patients in the MSAD were originally inpatients
at McLean Hospital. None of them had a GAFS >60 at baseline. Thus, as
in the inpatient studies mentioned above, these patients had more room for
improvement in functioning than the patients in the CLPS. Also, the longer
length of the follow-up period may have allowed more opportunities for
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both symptomatic and functional improvement to occur. Even after
symptomatic improvement, it might be expected to take some time to over-
come interpersonal and occupational deficits that result from personality
psychopathology and to make up the ground necessary to achieve ‘‘normal’’
functioning. The CLPS sample continues to be followed to test this
possibility.

8. CONCLUSIONS

Returning to the questions posed at the beginning of this chapter, it appears
that the psychopathology of BPD has significant effects on a broad range of
domains of psychosocial functioning. Functional impairment is evident both
from a failure to successfully reach the occupational and interpersonal goals
of young adult life and by poorer functioning in specific functional roles.
Functional impairment is indeed worse in BPD than in Cluster C PDs,
but is comparable to the impairment seen in the equally severe STPD of
Cluster A. The levels of functional impairment seen in BPD are over and
above impairment due to co-morbidity with Axis-I disorders, at least. Func-
tional impairment in BPD appears to be more persistent and to change more
gradually than the symptomatic manifestations of BPD.

This may help to explain why BPD has traditionally been viewed as
stable, even though follow-up studies virtually all indicate that the psycho-
pathology of BPD improves over time. Improvements in psychopathology
are accompanied by improvements in functioning, but not immediately.

These conclusions confirm that BPD is a severe mental disorder, in
terms of its severe, pervasive, and persistent impact on an affected person’s
life. Combined with evidence that patients with BPD use extensive mental
health treatment resources (59), the data leave little doubt that BPD should
be viewed as a significant public health problem. There is also hope, how-
ever, that the successful resolution of BPD psychopathology can eventually
lead to improved functioning. In order to be of maximum benefit, the treat-
ment of BPD should include an emphasis on psychosocial rehabilitation
(60–62) to mitigate the pernicious effects of BPD on functioning.
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The Symptomatic Course of Borderline
Personality Disorder
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1. INTRODUCTION

Borderline patients, their families, and themental health professionals treating
them need accurate information about the long-term course of borderline
personality disorder (BPD) in order to plan realistically for the future. Until
very recently, such information was not available. In fact, the only informa-
tion about the course of BPD came from a series of influential but methodo-
logically flawed studies; 17 small-scale, short-term, prospective studies and
four large-scale, long-term, follow-back studies. The main findings of these
two groups of studies pertaining to borderline psychopathology and co-
occurring disorders will be reviewed. Then the relevant results of two meth-
odologically rigorous, large-scale, prospective studies of the course of BPD
that were undertaken in the 1990s will be presented. (See Chapter 9 for a
discussion of the psychosocial functioning of borderline patients over time.)

2. SMALL-SCALE, SHORT-TERM, PROSPECTIVE STUDIES OF
THE COURSE OF BPD

Within this group of 17 studies, there actually are two subgroups of studies.
The first group was conducted prior to the development of well-defined
criteria sets for BPD and the second group was conducted after the
development of replicable diagnostic criteria for BPD.
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2.1. Studies Conducted Prior to Defined Criteria for BPD

Grinker et al. (1) studied 41 of 51 broadly defined borderline syndrome
patients a mean of 2.5 years after hospitalization. Werble (2) published a
6–7-year follow-up of 28 of the same patients. No evidence was found that
they were becoming psychotic or schizophrenic over time.

Gunderson et al. (3) studied the 2-year course of a group of 24 patients
given a borderline diagnosis on the basis of brief psychotic experiences,
diagnostic uncertainty, and the absence of nuclear schizophrenic symptoms.
These investigators found that the signs and symptoms reported by border-
line patients were described as both moderate and intermittent. Carpenter
and Gunderson (4) also followed up 14 of the original 24 patients at 5 years.
They found that borderline patients, while functioning at a relatively low
level, did not go on to develop schizophrenia.

2.2. Studies Conducted After the Development of Defined
Criteria Sets for BPD

Pope et al. (5) were the first to use DSM-III criteria in a study of the short-
term course of BPD. These investigators followed 27 of 33 patients diag-
nosed with DSM-III BPD by chart review for 4–7 years after their index
hospitalization. No borderline patients developed schizophrenia during
the follow-up period, and the borderline diagnosis was found to be fairly
stable over time. Of the 27 patients, 18 (67%) had a probable or definite
diagnosis of BPD at follow-up. However, the stability of the diagnosis did
not ensure its distinctness as 85% of the original cohort also met DSM-III
criteria for another ‘‘dramatic’’ cluster personality disorder (histrionic, nar-
cissistic, or antisocial personality disorder), and 67% met DSM-III criteria
for a substance use disorder.

Pope et al. were also the first to study co-morbid diagnoses of border-
line patients and their effect on outcome. Thirteen of the patients they fol-
lowed had ‘‘pure’’ BPD, whereas 14 had BPD plus a concurrent major
affective disorder (MAD). At follow-up, the BPD patients with MAD were
functioning significantly better than the ‘‘pure’’ BPD group on two mea-
sures of functioning: social functioning and freedom from symptoms. These
researchers attributed the better functioning of the BPD-with-MAD group
to the fact that these patients were more likely to have had a positive
response to medication.

Akiskal et al. (6) followed 100 borderline outpatients who met DSM-
III criteria on the basis of a clinical interview. They followed these patients
over a period of 6 months–3 years. They found that 52% of the borderline
patients they studied had an episode of an affective disorder during the
follow-up period. Twenty-nine patients experienced an episode of major
depression, four had manic episodes, 11 had hypomanic episodes, and eight
had mixed episodes. Many (45%) of these patients had a diagnosis of
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concurrent affective disorder at the beginning of the study—primarily dys-
thymic, cyclothymic, or bipolar II disorders. But even in the group that
had no initial diagnosis of affective disorder, 11 (20%) had an episode of
major depression during the follow-up period, and four (7%) committed sui-
cide. Akiskal et al. hypothesized that borderline personality might represent
an atypical, sub-affective form of bipolar disorder.

Barasch et al. (7) conducted a 3-year follow-up of 10 patients with
DSM-III diagnosed BPD and a reference group of 20 patients with other
DSM-III personality disorder diagnoses. They used a semistructured clinical
interview to assess the presence of DSM-III Axis-II disorders and found
that 40% of each group developed a major depressive episode during the
follow-up period. Barasch et al. also assessed the degree of stability of the
borderline diagnosis over the follow-up period. In the BPD group, 60%
met DSM-III criteria for BPD at follow-up, and 30% met four (rather than
five) DSM-III criteria. Of the 20 non-borderline subjects, only three met
DSM-III BPD criteria at follow-up. The authors concluded that BPD was
a stable diagnosis over time and that it was neither a variant of major
depression nor a non-specific label for severe personality disorders.

Perry and Cooper (8) compared a group of 30 borderline patients (out
of an original cohort of 53) with a group of patients diagnosed as having
DSM-III antisocial personality disorder and a group of patients with
bipolar II disorder 1–3 years after their initial assessment. They used a semi-
structured diagnostic interview to assess the presence of DSM-III BPD.
Perry and Cooper found that there was a significant association between
a borderline diagnosis (in patients without antisocial pathology) and symp-
toms of anxiety and depression during the follow-up period.

Nace et al. (9) studied 59 alcoholic inpatients assessed with the
criteria of the original Diagnostic Interview for Borderlines (DIB) (10).
Thirteen met criteria for BPD and 46 did not. At 1-year follow-up, 82% of
these subjects responded to mail and phone contacts. Borderline alcoholics
were found to have a significant decrease in their use of alcohol. When
compared to non-borderline alcoholics, borderline alcoholics were found to
be significantly more likely to be using drugs (but not alcohol) during the
follow-up year.

Tucker et al. (11) conducted a prospective study of 40 patients with
‘‘borderline disorders’’— not DSM-III BPD—who were hospitalized on a
specialized long-term treatment unit. They found that patients at follow-
up 1–2 years post-discharge exhibited less suicidal ideation and behavior
as well as less drug abuse.

Modestin and Villiger (12) compared Swiss patients with BPD to Swiss
patients with other personality disorders. They conducted a 4½-year
follow-up study of 18 DSM-III diagnosed borderline patients and 17 per-
sonality disordered patients with heterogeneous non-borderline ICD-9
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diagnoses (13). They found that both groups exhibited the same high level of
depressive and anxiety symptoms.

Links et al. (14) studied 88 Canadian inpatients diagnosed with BPD
by the DIB. They found that 40% of the 65 subjects who were reinterviewed
2 years after their index admission no longer met these criteria. Links et al.
(15,16) also reassessed this sample 5–7 years after their index admission.
They found that 53% of the 57 subjects who were reinterviewed no longer
met study criteria for BPD.

At the time of the second follow-up, these investigators also assessed
the rates of Axis-I and II disorders among remitted and non-remitted bor-
derline patients. They found that subjects still meeting criteria for BPD were
significantly more likely than less symptomatic borderline subjects to meet
criteria for major depression, dysthymia, and other Axis-II disorders, parti-
cularly, anxious cluster personality disorders. They also had significantly
more episodes of substance abuse/dependence.

Mehlum et al. (17) studied 34 partial hospital patients in Norway who
received a clinical diagnosis of DSM-III-R BPD. Twenty-five of these
patients (74%) were reassessed 2–5 years later. It was found that 48% of
these borderline subjects had been hospitalized (for a mean of 11% of the
follow-up period). Additionally, these 25 patients had spent 41% of the time
they were followed in therapy and 32% of the time on medication. However,
their symptomatic status was not assessed.

Stevenson and Meares (18) studied 30 Australian outpatients enrolled
in an intensive course of standardized psychotherapy. All 30 met DSM-III
criteria for BPD at baseline but 30% no longer met criteria by the time
the 12-month treatment program had ended. These 30 subjects also experi-
enced significant declines in violent behaviors, self-harm, and drug use.

Linehan et al. (19) studied 39 DIB-diagnosed borderline women (out
of an original sample of 47) 1 year after they finished 1 year of randomized
treatment with either dialectical behavioral therapy (DBT) (N¼19) or treat-
ment as usual (TAU) (N¼20). It was found that the DBT group had signifi-
cantly fewer episodes of parasuicidal behavior at 18 months, but not at
24 months, than those in the TAU group.

Sandell et al. (20) studied 132 broadly defined borderline patients in
day treatment in Sweden. They followed 86 patients 3–10 years later
through a mailed questionnaire. They found that 12% had been prescribed
anxiolytics, 29% neuroleptics, and 6% antidepressants. However, no informa-
tion was provided on the course of their borderline disorder or co-occurring
disorders.

Antikainen et al. (21) studied 62 broadly defined borderline patients
who had been treated on a long-term inpatient unit in Finland designed
especially for patients with BPD. Forty-two patients participated in the
follow-up interview 3-years later: 45% had been hospitalized, 52% were in
therapy, 67% had been prescribed anxiolytics, 40% neuroleptics, and 52%
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antidepressants. However, neither the symptomatic course of BPD, nor the
course of co-occurring disorders, was assessed.

Najavits and Gunderson (22) followed 37 female inpatients diagnosed
with the DIB who were beginning a new psychotherapy. Thirty-three were
reinterviewed 1 year after their induction into the study, 23 were reinter-
viewed 2 years after this admission, and 20 were reinterviewed 3 years after
their index admission. They found that affective symptoms and impulsive
behaviors as measured by the DIB declined significantly over time.

Senol et al. (23) studied 61 clinically diagnosed borderline inpatients in
Turkey, 45 of whom consented to a follow-up interview 2–4 years after their
index admission. It was found that only 4% no longer met criteria for BPD
but that 54% had had a mood disorder episode and 56% had met criteria for
a substance use disorder during the follow-up period.

The generalizability of the results of these studies has been limited by a
number of methodological problems. These problems have included small
sample sizes, high attrition rates, the absence of comparison groups or the
use of psychotic comparison groups, lack of explicit criteria for BPD, use
of unstructured assessment techniques for making diagnoses, non-blind
assessment of outcome status, limited assessment of baseline and follow-
up information, varying length of follow-up within the same study, and only
one follow-up wave for most of these studies.

Despite these limitations, fourmajor findings concerning the short-term
symptomatic course of BPD have emerged from these studies. First, 60–96%
of the subjects in the five studies that reassessed diagnostic criteria for BPD
at follow-up continued to meet criteria for BPD. This finding has been
interpreted to mean that most borderline patients experienced diagnostic
‘‘stability’’ in the short run. Second, impulsivity seemed to be the symptoma-
tic area that showed the most improvement in the seven studies that assessed
the subsyndromal phenomenology of BPD over time. Third, BPD patients
did not go on to develop schizophrenia—a finding that seems obvious today
but that was a matter of controversy in the 1960s through the mid-1980s.
Fourth, co-occurring disorders, particularly major depression and substance
abuse, were common during the months and years of follow-up.

3. LARGE-SCALE, LONG-TERM, FOLLOW-BACK STUDIES OF
THE COURSE OF BPD

Plakun et al. (24) conducted a follow-back study of 237 patients who had
been hospitalized between 1950 and 1976 at Austin Riggs, a private psychia-
tric hospital in western Massachusetts. They had originally mailed out a 50-
item questionnaire to the 878 patients who had been hospitalized for at least
2 months, and they received a 27% response rate. Among these patients
who were diagnosed through chart review according to DSM-III criteria,
were the following patient groups: 61 borderline patients, 19 schizophrenic
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patients, 24 patients with major affective disorder, 13 schizotypal patients,
and 19 patients with schizoid personality disorder. At a mean follow-up
period of 15 years, borderline patients without a co-morbid affective dis-
order were functioning significantly better than those with a co-morbid
affective disorder.

McGlashan (25) followed up all inpatients treated at Chestnut Lodge
between 1950 and 1975 who met the following criteria: (i) index admission
of at least 90 days, (ii) age between 16 and 55, and (iii) absence of an organic
brain syndrome. Follow-up information was obtained on 446 patients,
resulting in a trace rate of 72%. Follow-up information was collected by
the use of a semistructured clinical interview with the patient or an infor-
mant, with most of the follow-up interviews being conducted by phone.

Most comparisons focused on 81 patients meeting criteria for BPD
only, 163 patients who met criteria for schizophrenia, and 44 patients who
met criteria for major depression, with diagnoses being derived through
retrospective chart review.

In terms of further treatment over an average of 15 years of follow-up,
the average borderline patient was rehospitalized one or two more times,
spending ~8% of the follow-up period as an inpatient. They used psychoso-
cial treatments during about one-third of the follow-up period (35%) and
psychotropic medications about one-fourth of the time (22%). Almost half
(46%) were in some form of psychiatric treatment at the time of their
follow-up interview. These figures were very similar to those reported by
the depressed comparison subjects. However, the borderline patients used
significantly less psychiatric treatment than patients with schizophrenia.

Symptomatically, borderline patients reported being symptomatic sig-
nificantly more of the follow-up period than patients with schizophrenia.
They also reported that their symptoms were more severe. However, they
had significantly less serious alcohol and drug abuse than patients with schi-
zophrenia. Additionally, the presence of antisocial traits (as opposed to anti-
social personality disorder) and narcissistic traits did not predict a poor
outcome (26).

Paris et al. (27) reviewed the charts of all patients hospitalized for psy-
chiatric reasons at the Jewish General Hospital in Montreal between 1958
and 1978. Three hundred and twenty-two patients met retrospective DIB
criteria for BPD, and 100 of these patients (31.5%) were reinterviewed a
mean of 15 years after their index admission. The researchers found that
all aspects of their borderline psychopathology as measured by a live DIB
interview had decreased significantly. They also found that only 25% of
these patients still met DIB criteria for BPD.

Paris and Zweig-Frank (28) reassessed this sample of borderline
patients a mean of 27 years after their index admission. They found that
only five of the 64 (7.8%) once borderline inpatients interviewed met the par-
ticularly restrictive Revised Diagnostic Interview for Borderlines (DIB-R)
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criteria for BPD (29). Additionally, 22% met DSM-IV criteria for dysthy-
mia, 3% for major depression, and 5% for substance abuse.

Stone (30) followed up 502 (91%) of the 550 patients hospitalized at
the New York State Psychiatric Institute between 1963 and 1976 who met
the following inclusion criteria: (i) stay of at least 3 months, (ii) age under
40, and (iii) IQ of 90 or higher. Most of these patients had initially been
selected for admission due to their potential to benefit from intensive
psychotherapy (or their family’s VIP status). Stone made retrospective
DSM-III diagnoses after reviewing each patient’s chart and then attempted
to personally contact each patient, most of whom he had known during their
index hospitalization. He was able to trace 193 (94%) of the 206 patients
meeting DSM-III criteria for BPD and interviewed relatives or other infor-
mants when patients were unavailable. Stone found that two co-occurring
conditions led to a poorer outcome when assessed a mean of 16 years after
index admission: antisocial personality disorder and substance abuse.

The generalizability of the results of these four studies is limited by a
number of methodological problems. These problems include the use of
highly variable chart material as the basis for diagnoses, assessment of
post-hospital functioning at only one point in time in three of the four stu-
dies, absence of detailed information concerning follow-up functioning, use
of mailed questionnaires or telephone interviews as the only or primary
source of information, use of upper-middle-class inpatient samples from ter-
tiary facilities, lack of independence of baseline and follow-up data, absence
of comparison subjects or failure to use near-neighbor Axis-II comparison
subjects, the wide range of follow-up periods in each study, and the presence
of different age cohorts.

Despite these limitations, it appears that BPD is relatively unstable
when patients are followed for long periods of time. It also appears that
the subsyndromal phenomenology of BPD becomes less severe over time
and that this improvement is found in all symptom areas common among
patients with borderline personality disorder.

4. LARGE-SCALE, LONG-TERM, PROSPECTIVE STUDIES OF
THE COURSE OF BPD

NIMH has funded two large-scale prospective studies of the longitudinal
course of borderline personality disorder. One of these studies—the McLean
Study of Adult Development or MSAD—began 12 years ago. The other—
the Collaborative Longitudinal Personality Disorders Study or CLPS—
began 8 years ago.

Zanarini et al.’s MSAD study (31) began with a sample of 362 person-
ality disordered patients. All of these women and men were initially inpati-
ents at McLean Hospital in Belmont, Massachusetts during the early 1990s.
Each patient was initially screened to determine that they: (i) were between
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the ages of 18 and 35; (ii) had a known or estimated IQ of 71 or higher; (iii)
had no history or current symptomatology of an organic condition that
could cause psychiatric symptoms, schizophrenia, schizoaffective disorder,
or bipolar I disorder; and (iv) were fluent in English. After a careful diagnos-
tic assessment involving three semistructured interviews of proven reliabil-
ity, 290 patients were found to meet both DIB-R and DSM-III-R criteria
for BPD. The other 72 patients were found to meet criteria for another form
of Axis-II disorder (and neither criteria set for BPD).

Three 2-year waves of follow-up interviews have been completed. Over
95% of the surviving members of the original sample were reinterviewed at
all three of these follow-up periods. Four important findings concerning the
symptomatic course of BPD have emerged from this study. The first is that
remissions of BPD were found both to be more common than previously
known and to occur over a shorter period of time. More specifically, 34.5%
of borderline patients no longer met study criteria for BPD at 2 year follow-
up, 49.4% at 4 year follow-up, 68.6% at 6 year follow-up, and 73.5% during
the entire 6 years of follow-up.

The second important finding concerning the symptomatic status of
BPD is that these remissions were quite stable and thus, recurrences were
quite rare. In fact, only 6% of borderline patients who had experienced a
remission had a symptomatic upsurge that qualified as a recurrence of BPD.

The third important symptomatic finding of the MSAD study was that
all of the 24 symptoms of BPD studied declined significantly over time but
that 23 of the 24 remained significantly more common among borderline
than Axis-II comparison subjects. However, it was found that the four core
symptom areas of BPD did not decline at an equal rate. Affective symptoms
declined the least and impulsive symptoms declined the most. It was also
found that cognitive and interpersonal symptoms occupied an intermediate
position in terms of symptom reduction over time.

The fourth finding is that there are two types of borderline symptoms.
One type of symptom is acute in nature and tends to resolve relatively rapidly.
The second type of symptom is temperamental in nature and tends to resolve
relatively slowly. Examples of the first group of symptoms are self-mutilative
acts, help-seeking suicidal efforts, and quasi-psychotic thought. Examples of
the second group of symptoms are intense feelings of anger and frequent
angry acts, abandonment concerns, and stormy relationships.

Acute symptoms are somewhat akin to the positive symptoms of schi-
zophrenia and temperamental symptoms are somewhat akin to the negative
symptoms of schizophrenia. Their relationship to one another is a matter of
speculation, much as the relationship of positive and negative symptoms is
still a matter of conjecture.

This finding of two different types of BPD symptoms has led Zanarini
et al. to develop what they term a ‘‘complex’’ model of borderline psycho-
pathology. In this view or model, borderline patients are born with
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a vulnerable or ‘‘hyperbolic’’ temperament (32). After some type of ‘‘kind-

ling’’ event or experience, BPD symptoms develop. Some of these symptoms

are acute in nature, make the best markers for the disorder (33), and are often

the presenting reason for an inpatient admission. Other symptoms are tem-

peramental in nature, common in non-borderline individuals, and strongly

associated with ongoing psychosocial impairment. Figures 1 and 2 show

examples of the course of these two types of symptoms. As can be seen,

self-mutilative efforts decline sharply over time for borderline patients (and

Axis-II comparison subjects). However, intense feelings of anger remain

relatively common over time for those in both patient groups.

Figure 1 Self-mutilation over time.

Figure 2 Chronic anger/frequent angry acts over time.
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Co-occurring disorders were found to be common over time (34,35).
However, both Axis-I and II disorders declined substantially over the years
of the study. Additionally, co-occurring disorders on both axes were less
common among remitted borderline patients than non-remitted borderline
patients. Substance use disorders were found to be the Axis-I disorders that
most interfered with remission from BPD. On Axis-II, self-defeating, depen-
dent, and avoidant personality disorders were the disorders which most
interfered with remission from BPD. Thus, both disorders of impulse and
disorders of anxious temperament were found to impede remission from
BPD. In some ways, this set of disorders is akin to the acute and tempera-
mental symptoms of BPD. In fact, it is not clear if anxious cluster Axis-II
disorders are valid psychiatric disorders or simply clusters of temperament
that may be quite resistant to change.

It should be noted that the MSAD sample is a heavily treated sample,
with over 70% of borderline subjects still in psychotherapy and still taking
psychotropic medication 6 years after their index admission (36). It should
also be noted that the study has a low suicide rate of 3.8% (N¼11). The rea-
sons for this unexpectedly low suicide rate are unclear but Zanarini et al.
have speculated that the more supportive, trauma-sensitive psychotherapy
that many patients are receiving may be better suited to their ‘‘hyperbolic’’
temperaments and their personal histories (32).

The CLPS study used a well-established semistructured diagnostic
interview [Diagnostic Interview for DSM-IV Personality disorders or
DIPD-IV (37)] to make baseline Axis-II diagnoses (38,39). Of the study’s
668 subjects, 175 had a primary diagnosis of BPD. Of these 175 subjects,
all of whom were in treatment, had a treatment history, or were seeking psy-
chiatric treatment, 154 (88%) were reinterviewed at 6, 12, and 24 months
after their baseline assessment. They were assessed at each of these three per-
iods using a modified version of the above-mentioned diagnostic interview; a
version which assesses BPD criteria on a monthly basis. They were also rein-
terviewed at the 2-year follow-up with the same semistructured interview
that had been used at baseline. The three follow-along assessments were
typically not blind, while the 2-year follow-up assessment (covering the past
2 years) was conducted blind to any prior information. Using the baseline
measure assessing the entire 2-year follow-up period, 44% of the borderline
subjects did not meet five or more criteria for BPD. Using the follow-along
version of this instrument, 28% of the borderline subjects did not meet more
than two of the criteria for BPD for at least 12 consecutive months. Looked
at more closely, this implies that most of the change occurred during the
6 months that immediately followed induction into the study.

Taken together, the results of this study suggest that remission rates
depend heavily on the manner in which remission is defined and assessed.
When using similar methods (repeat administration of a semistructured
diagnostic interview covering a 2-year period), the results of the CLPS study
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are consistent with those of the MSAD study at 2 -year follow-up (44 vs.

35% no longer met study criteria for BPD). However when assessing each

BPD criteria on a monthly basis, a substantially lower percentage of border-

line subjects meet a stringent definition of ‘‘remission’’ (28%). While at first

glance it may seem like the more stringent definition is ‘‘better’’ as it is

similar to the definition of major depression (40), it may be that defining

remission from BPD in this manner is misleading as it assumes a similarity

between axis I and II disorders that may not exist. This is so because the cri-

teria for axis I disorders are typically symptoms that are a clear departure

from previous experience and cause subjective distress and/or are disabling.

In contrast, some of the criteria for BPD may actually be aspects of

temperament that are not problematic in themselves. Thus, to define remis-

sion as requiring the absence of these criteria may be equating underlying

personality traits with acute symptoms or psychopathology.
The MSAD finding of two types of borderline symptoms was con-

firmed recently in the CLPS study (41) Acute symptoms are called sympto-

matic behaviors and temperamental symptoms are called traits.
Co-occurring axis I disorders were also studied in the CLPS sample

(42). It was found that remission from major depression and PTSD were

linked to remission from BPD. More specifically, borderline patients with

remitting major depression or PTSD were more likely to remit from BPD

than borderline patients with non-remitting major depression or PTSD.
The CLPS study is also a study of treated borderline subjects (43).

Exactly what the course of untreated BPD is remains unknown at this time.

The course of outpatient BPD (with no history of psychiatric hospitaliza-

tion) is also unknown at this time. However, the results of both the MSAD

and CLPS studies cast a more positive light on the course of BPD than

earlier studies. Further waves of follow-up, which are underway, will reveal

more about the long-term course of this misunderstood and unfairly

maligned disorder.
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1. SUICIDALITY IN BORDERLINE PERSONALITY DISORDER

Suicidality is one of the defining features of borderline personality disorder
(BPD). As described in Criterion 5 in DSM-IV-TR (1), borderline patients
are characterized by ‘‘recurrent suicidal behavior, gestures, or threats, or
self-mutilating behavior.’’ In this clinical population, suicidal ideas and
threats are ubiquitous, and the majority makes multiple suicide attempts (2).

What differentiates the suicidality in BPD from patterns seen in other
mental disorders is its chronicity (3,4). Patients with mood disorders may be
suicidal when depressed, but put these ideas aside when in remission. In con-
trast, BPD patients can consider suicide on a daily basis for months to years.
These symptoms vary in intensity over time, waxing when life events are
stressful, and waning when they are not (5).

A history of repetitive suicide attempts, beginning in adolescence, and
continuing into young adulthood, usually suggests a diagnosis of BPD.
These behaviors often remit over time (6), and studies of repetitive attemp-
ters have shown that most eventually tend to give up this pattern of behavior
(7). However some patients go on to develop a ‘‘suicidal career,’’ a way of
life that can persist over many years (7).
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2. AFFECTIVE INSTABILITY, IMPULSIVITY, AND SUICIDALITY
IN BPD

Affective instability (AI) is a characteristic feature of BPD that differentiates
it from other personality disorders (8). Affective instability has been
hypothesized to be either the primary temperamental trait underlying
BPD (9) or a trait that interacts with impulsivity to create a predisposition
to BPD (10).

Affective symptoms in BPD differ from patterns seen in mood disor-
ders (11). Instead of continuous depression, lasting for weeks to months,
rapid mood swings occur in response to life events. Thus, borderline patients
can be depressed in the morning, mildly euphoric in the afternoon, and
angry in the evening. These mood changes are not spontaneous, but occur
in response to environmental triggers. This extreme instability of mood
has sometimes been described as ‘‘ultra-rapid cycling,’’ in support of the
hypothesis that AI is a variant of symptoms found in bipolar spectrum dis-
orders (12). However, AI does not resemble the mood swings seen in bipolar
disorder, in which a hypomanic or depressive mood is sustained for weeks
and is relatively impervious to environmental cues.

When patients with BPD have suicidal thoughts and actions, they
often meet criteria for a major depressive episode (13). However, the co-
morbidity between BPD and mood disorders does not account for chronic
suicidality. Depression in BPD rarely meets criteria for the melancholic
sub-type described in DSM-IV-TR, and patients with BPD do not consis-
tently respond to antidepressant drugs (14,15). It has also been shown that
early-onset dysthymia is strongly associated with the onset of BPD (16).

Suicide attempts are also part of a larger pattern of impulsivity in
BPD. It is rare to find BPD patients who have never shown any suicidal
behavior. Soloff et al. (2) reported a mean of three lifetime attempts in each
patient. On the other hand, the frequency of suicide attempts tends to vary,
and is related to levels of impulsivity (2,17). It has also been reported that
borderline patients with histories of childhood trauma make more suicide
attempts (18), although it is not clear whether this relationship reflects an
etiological mechanism or a correlation between two markers of severity.

3. COMPLETED SUICIDE IN BPD

In the general population, suicide attempters and suicide completers are
separate but overlapping populations (19,20). While most attempters are
women (whose attempts usually consist of overdoses, who usually survive,
and who tend to seek treatment), most completers are men (who use violent
methods, who often die on the first attempt, and who tend not to seek treat-
ment). The attempter pattern applies to borderline patients who are usually
female (21) and highly treatment-seeking. However, it is possible that males
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with BPD have a different pattern of suicidality; nearly a third of youth
suicides (most of which are men) can be diagnosed by psychological autopsy
with BPD (22), and few of these cases are in treatment at the time of their
death.

Given that patients with BPD can have suicidal thoughts for long per-
iods of time, and make multiple suicide attempts, do they eventually kill
themselves? Most long-term follow-up studies have shown that ~10% do
and ~90% do not (23). This is a consistent finding emerging from studies
of multiple cohorts: a 15-year follow-up of patients from New York State
Psychiatric Institute (24), a 15–27 year follow-up of patients at a general
hospital in Montreal (25,26), two Norwegian studies (27,28), and an unpub-
lished Canadian study (29). The main exception comes from the Chestnut
Lodge follow-up, which reported a rate of only 3% (30). However, that
cohort was not representative of the patients seen in general hospitals and
clinics. An overall suicide completion rate of 10% would be similar to rates
reported in schizophrenia (31) and major mood disorders (32).

Nonetheless, some recent prospective studies following borderline
patients have yielded lower rates. Zanarini et al. (33) reported a suicide rate
of only 4% after a 6-year follow-up, and a cohort followed by the Collabora-
tive Longitudinal Personality disorders study (34) had a similar rate after a
yet-to-be completed 4–6-year follow-up. These cohorts, carefully assessed at
baseline and prospectively followed, tended to receive substantial treatment
during the follow-up period. Research has found that patients with BPD
have a high dropout rate from treatment (35), and it is likely that the older
longitudinal studies mentioned above, with all their flaws, are correctly mea-
suring higher suicide rates in patients who do not follow treatment consis-
tently. It is also possible that treatment using contemporary approaches
to psychotherapy and pharmacotherapy might actually be reducing the risk
of completed suicide.

One of the most interesting empirical findings that has emerged from
long-term follow-up research about suicide in BPD is the age at which com-
pletions occur. Suicide threats and attempts peak early in the course of
BPD, when patients are in their twenties, yet most completions occur much
later in the course of illness. In the New York State Psychiatric Institute
study (24), the mean age of completed suicide at 15-year follow-up was
30, while in a 27-year follow-up of a Montreal cohort (26), the mean age
at completion was 37, with a standard deviation of 10. Thus, borderline
patients do not usually kill themselves at the time when they most alarm
therapists.

Is it possible to identify in advance which patients are most likely to
end their lives by suicide? Unfortunately, research has not provided clini-
cally useful profiles. Completions are rare relative to the frequency of
attempts, making them difficult to predict. Large-scale studies of patients
hospitalized for depression have found it almost impossible to predict
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who will commit suicide (36,37). The problem is that there are too many
false positives (patients who fit the profile of a completer but never actually
kill themselves). In BPD, while there is some evidence that serious substance
abuse is associated with completion (38,39), attempts to identify predictors
have elicited more negative than positive findings (23).

Does keeping BPD patients in treatment prevent completed suicide? In
the absence of controlled trials, one cannot answer this question. In follow-
up studies, only a minority of deaths by suicide occurred in the midst of
active treatment, and many were associated with failure to recover after a
series of unsuccessful therapies (6,23). But these observations may not be
informative about the efficacy of treatment; they may only indicate that
patients who are less likely to kill themselves tend to remain in therapy.

4. OVERDOSES AND SELF-HARM IN BPD

The most typical suicidal behavior in BPD is an overdose of pills. While
patients can sometimes overdose in dangerous ways, most incidents occur
in an interpersonal context (39), and some even take place in front of other
people. Even the most serious overdoses tend to involve significant others or
therapists who find patients and/or escort them to emergency rooms (23).
For this reason, overdoses are sometimes seen as manipulative. While this
is probably part of the explanation, it is not the whole story. Overdoses in
BPD carry a message. Sometimes it is for a lover, and sometimes it is for
a therapist. In either case, patients believe they will not be heard unless they
turn up the volume.

Repeated self-harm is another characteristic symptom of BPD (1).
Borderline patients tend to cut their wrists repetitively, and may carry out
other actions to mutilate or hurt themselves (40). However, self-mutilation
is not truly ‘‘suicidal’’ behavior. It typically consists of superficial cuts on
the wrists and arms, actions not associated with serious danger. Although
one occasionally sees dangerous slashes in patients with BPD, most cutting
is either ‘‘delicate,’’ or skin-deep without damage to nerves, tendons, or
blood vessels. While the most common site tends to be the wrists, some
patients cut in relatively invisible places to avoid commentary from others.

Self-cutting in BPD is not usually suicidal in intent; patients report
that it functions to provide short-term regulation of intense dysphoric
effects (9). This mechanism helps explain why self-mutilation tends to be
repetitive, sometimes coming to resemble addictive behavior. A study com-
paring the intent of BPD patients with self-mutilation and with overdoses
(41) showed that patients with BPD do not consider self-harm to be suicidal,
but carry out such actions to relieve distress. Cutting also functions as a dis-
tracter, substituting physical for mental pain (9). It is also likely that cutting
behavior spreads by social contagion (42), through contact with other
patients or through the media.
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Researchers have reported a relationship between self-harm and disso-
ciative symptoms such as depersonalization (43), leading to the suggestion
that patients cut themselves to relieve painful dissociation (44). However,
while most borderline patients describe relief after cutting, only some report
dissociative phenomena (43). It has also been proposed that self-cutting is
correlated with histories of childhood trauma (45). However, self-mutilation
is strongly associated with a diagnosis of BPD, whether or not patients have
been traumatized (43).

5. SOME PRINCIPLES FOR THE MANAGEMENT OF CHRONIC
SUICIDALITY

The treatment of chronically suicidal patients presents a major clinical chal-
lenge. Borderline patients are often unpopular with therapists because they
can be suicidal for months or years on end, and are a constant source of
anxiety. Maltsberger and Buie (46) described how chronic suicidality can
be draining for psychotherapists. Many therapists are understandably con-
cerned about the threat of litigation if a suicide should occur (47). However,
once one embarks on the treatment of a patient with BPD, suicidality ‘‘goes
with the territory.’’ Schwartz et al. (48) described patients with a ‘‘suicidal
character,’’ i.e., those in whom suicidality is part of personality structure
rather than being a symptom of another disorder.

For this reason, one should not apply management strategies designed
for acute suicidality to chronic suicidality (49). If anything, active interven-
tions have a tendency to be counter-productive because they reinforce the
very behaviors they are designed to treat (9).

Most writers who have addressed chronic suicidality in borderline
patients have advised therapists to tolerate it, while continuing to work
on the problems that cause it. Kernberg (50) recommends that therapists
focus on psychological issues, while informing patients and their families
that they cannot take responsibility for the possibility of a completed sui-
cide. Linehan (9) sees hospitalization as interfering with effective treatment,
and is only willing to tolerate an overnight hold. Livesley (51) has taken a
very similar position. Dawson and MacMillan (52) have proposed that hos-
pitalization should almost never be used for patients with BPD. Gunderson
(39), while not excluding admission for suicidal threats, tries to avoid it by
informing patients that it will not be helpful.

The crucial issue is that interventions that are appropriate for acute
suicidality can be counter-productive in chronic suicidality (53,54). When
therapists try to do everything to stop suicide, it creates a ‘‘coercive bon-
dage’’ in that the patient controls their behavior (55), and interferes with
the goal of providing patients with an improved quality of life (56).

Is there any evidence for the value of hospitalization in borderline
patients who present with chronic suicidality? Many authorities, including
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the authors of the American Psychiatric Association Guidelines for the
treatment of borderline personality disorder (57), have advocated hospitaliz-
ing patients when the risk seems severe. Yet given that no clinical profile can
accurately identify likely completers, this advice raises thorny questions.
Should hospitalization be carried out every time the patient threatens
suicide? Should admission be recommended after an overdose? Should
patients be admitted to hospital after a wrist slash? Finally, does hospitali-
zation ever prevent suicide in BPD?

The problem with hospitalizing patients after suicidal threats, after
cutting, or even after an overdose, is that no one knows whether the patient
is really ‘‘safe’’ in a hospital. Although recurrent hospitalizations for suicid-
ality are common in practice (58), no one has ever carried out a clinical trial
to examine whether hospitalization prevents suicide completion. Moreover,
when suicidality is chronic, admission to hospital provides only temporary
relief, and most patients continue to have suicidal ideas after discharge.
Finally, hospitalization can also do harm, since admissions tend to be
regressive and repetitive (3).

One cannot treat patients with chronic suicidality without accepting
some risk of completion (46,47).While patientsmaykill themselves, we cannot
usefully predict which ones will do so. Yet most patients improve with
time, and therapists can be reasonably optimistic about outcome. While
waiting for long-term improvement, suicidal crises can be handled in other
ways. Clinical trials have shown day treatment to be helpful for BPD
patients (59). Day hospitals have the advantages of wards (intensive treat-
ment by an experienced team) without the disadvantages of full admission.

The standard of care for chronically suicidal patients consists of psy-
chotherapy in an outpatient setting (60). Pharmacotherapy can be a useful
adjunct, as it has been shown to be effective in reducing impulsivity (15),
although its long-term effects on the course of BPD are unknown.

Dialectical behavior therapy (DBT) has documented effectiveness
for reducing levels of parasuicidal behavior after a year of treatment (9).
(Unfortunately, no follow-up data exists to show whether completed sui-
cides are more or less likely in patients treated with this method.) Dialectical
behavior therapy includes specific strategies to manage chronic suicidality.
Linehan (9) recommends conducting a behavioral analysis in which the
therapist begins by validating the distress behind suicidal ideas, goes on to
identify the problems leading to that distress, and finally moves on to
develop alternative solutions to these problems. Instead of reinforcing sui-
cidality through increased therapist contact (a common procedure in other
therapies), DBT offers rewards (telephone contact) for communicating
thoughts without acting on them, and negative reinforcements (temporary
loss of sessions) for acting on suicidal ideas. Patients are also discouraged
from going to emergency rooms, since these settings provide a positive
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reinforcement for suicidality (contact with concerned staff and/or overnight
admission).

Management of chronic suicidality can also be aided by understanding
some of its potential meanings (4). Suicidal ideas tend to become chronic in
BPD because they perform functions. The first is a sense of control. Patients
who do not feel in control of their lives can feel hopeless about change.
If one cannot master one’s life, one can at least choose to die or threaten
to die. A second function is that suicidal thoughts and actions offer a
comforting option of escape from pain and suffering. The third function
is that suicidality communicates distress. Patients with BPD, who do not
expect to be readily heard by others, may feel they need to demonstrate the
depth of their suffering in a concrete fashion.

Eventually, when patients attain meaningful work and establish a net-
work of relationships, suicidality tends to disappear. Long-term follow-up
studies (23,24,30,33) show that most recovered BPD patients are working,
that about half achieve some kind of stable relationship, and that about a
quarter raise children. These commitments give them reasons for living.

6. A CLINICAL APPROACH TO CHRONIC SUICIDALITY

Any therapist who undertakes the treatment of a chronically suicidal patient
needs to have some degree of sangfroid. No matter how experienced the
therapist, one experiences anxiety when patients threaten to kill themselves
(and let it be known that it will be the therapist’s fault if they do). These feel-
ings make hospitalization rather tempting. One can, at least for a short time,
sleep at night without worrying about losing a patient. Yet the more therapy
pursues the illusion of safety, the less chance it has to be effective.

With many types of patients, therapists can never be sure about the
outcome of their work. In chronically suicidal patients, one knows, at the
very least, whether the patient comes out of treatment alive or dead. But
there is more to therapy than life-saving. Patients with BPD often have an
intolerable quality of life, which treatment has to improve. This cannot be
done if one is constantly derailed by suicidal threats. As Maltsberger (53)
suggests, the therapist needs to take a ‘‘calculated risk.’’

Instead of reacting to threats and actions with actions of one’s own,
one can respond to suicidal ideas and attempts in BPD as communications.
A typical response might be: ‘‘You must be feeling terrible to be thinking [or
acting] like this. Let’s try to find out what is bothering you and see if we can
do something about it.’’ In other words, the therapist has to remain inter-
ested, empathic, and problem-solving, rather than peppering the patient
with anxiety-driven questions focused on ‘‘safety.’’

In my own clinical experience, I almost never consider hospitalization
as an option in treating BPD. I have occasionally admitted patients with
micropsychotic episodes, and have once or twice accepted re-evaluating
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patients on a ward after a life-threatening suicide attempt. But in the vast
majority of cases, I do not send BPD patients to an emergency room, even
when they insist on it.

I do not regard a hospital ward as a safe place, but as a potentially
toxic environment that I have no wish to inflict on my patients. I have heard
it said that health maintenance organizations were the greatest gift to Amer-
ican patients with BPD, since they do not allow them to stay in the hospital
long enough to get worse. One of my colleagues has suggested that if
patients must be admitted, they should find a ward with a particularly
unpleasant environment.

Over the last 30 years, I have only had one patient with BPD who
committed suicide while in outpatient therapy. In the 25 years that I covered
the emergency room, I never admitted a patient with BPD, even when told
that if I sent him or her home, I would ‘‘read about it in the newspapers.’’
Not once during this time did a patient go home and kill himself or herself,
and I do not know of any such cases seen by colleagues. Of course, clinical
experience is not a controlled trial. But as I discovered by doing research,
these are not the circumstances under which BPD patients kill themselves.
When suicide does occur, the context is one in which many treatments have
failed over time, and the patient has lost all hope (6).

7. CLINICAL VIGNETTES

Three vignettes will be presented to illustrate the range of clinical problems
associated with chronic suicidality in BPD. The first concerns a patient who
failed to benefit from treatment, and who typifies the scenario associated
with completed suicide.

Chris was known among the staff as a frequent emergency room
visitor. She had been in and out of the hospital since late adolescence,
suffering from chronic depression and continuous suicidal ideas. Chris
was a repetitive wrist slasher, and had made several serious suicide attempts
by overdose. The clinical picture also included intermittent (but sub-
delusional) ideas of reference, episodes of depersonalization, as well as
visual and auditory hallucinations. Chris also had serious medical problems,
particularly chronic bowel obstruction, and had been worked up for a
demyelinating disease.

Chris had been a multiple substance abuser by the age of 16, selling
drugs as an adolescent, and working as a prostitute to support her habit.
Chris was generally unemployed, working intermittently as a stripper and
as a prostitute. She briefly lived with several men, but never married, and
became socially isolated as she aged.

Chris was doing poorly at the time of a 15-year follow-up. She felt ill,
and experienced herself as growing old alone. Chris also did not feel helped
by any of the multiple therapies she had been offered over the years, and no
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longer believed she could ever get better. At age 35, Chris committed suicide
by overdose.

The second vignette concerns a patient who failed to benefit from
recurrent hospitalizations for suicidal behavior, but who did not kill herself.

Anne was another ‘‘famous’’ borderline patient, accumulating over 20
admissions to the same hospital. All followed suicidal threats or overdoses.
Anne was known for violent rages, some of which led to physical attacks on
staff members. Outside the hospital, Anne functioned on a very low level.
She was an alcoholic who had promiscuous and impulsive involvements
with a series of unstable men. With a 9th grade education, Anne had never
been able to hold a steady job.

Although Anne spent many months in the hospital in her twenties and
thirties, she never made a dangerous suicidal attempt. The usual scenario
was that Anne would be brought in by a lover, a therapist, or the police,
either because she loudly threatened suicide, or because she took an over-
dose in a dramatic or even public context. In another incident, she threw
herself in front of a car after being refused admission to hospital (Anne
was not hurt). Once on the ward, Anne usually ‘‘settled in’’ quickly, chatting
up other patients and looking for a nurse to take an interest in her. But given
Anne’s violent outbursts, the nursing staff eventually asked psychiatrists to
‘‘blacklist’’ her from the ward. In any case, Anne never remained stable for
long after being admitted, whether for a week or for a few months.

Anne did not become engaged in meaningful outpatient therapy.
Several of her therapists refused to see her again, in view of her history of
harassment and threats against them (e.g., on one occasion Anne smashed
the windshield of a therapist’s car). Most clinical work with this patient
consisted of crisis management, accompanied by the prescription of a series
of medications, none of which were effective against her symptoms. This
pattern of ‘‘psychiatrization’’ mainly succeeded in increasing dependence
on the hospital. But over time, Anne eventually became less impulsive,
and was transferred to the care of a family doctor. When followed up at
age 50, Anne was very much alive, but unemployed and alone.

The third vignette describes a patient who did well in the treatment
approach described above.

Donna, a 27-year old nurse, came to therapy with a continuous and
intense obsession about suicide. Given her profession, she had ready access
to the means for completion. Donna often described to me how she played
with vials of insulin and potassium chloride. She would describe to me
(noting my reaction) how pale and beautiful she would look as a corpse
on the morgue table. Donna was a chronic self-cutter (she never wore
short-sleeves), and frequently took small overdoses of benzodiazepines when
faced with frustration in her relationships (which usually involved antisocial
men).
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Donna had continuous suicidal ideas for about 3 years, and I often
wondered if she would survive until the next session. But Donna was never
admitted to hospital or went to an emergency room. She never wanted this,
and I never suggested it. Donna was attending therapy regularly, and
I found her alarming but workable.

However suicidal Donna felt, treatment focused on maladaptive beha-
vioral patterns. Donna, who lacked effective ways to communicate emo-
tions, got the men in her life to express them for her. In therapy, we
worked on her ability to assert herself at work, and to stop her pattern of
seeking out dangerous involvements with men. Over the course of the treat-
ment, Donna developed a stable network of female friends, and advanced
her career. Donna has kept in touch with me over the years. Now 50,
she never married, but found satisfaction through friendship, intellectual
interests, and work.

8. CONCLUSIONS

The management of chronic suicidality in BPD is anxiety-provoking. Yet
however difficult the problem, it need not paralyze clinicians or lead them
to avoid patients with BPD. Paradoxically, when suicidality is chronic,
therapists are best advised not to take too many active steps to prevent com-
pletion. If anything, therapy should accept suicidality until the quality of the
patient’s life improves. The focus is on problem solving and functioning,
and therapists can ally themselves with reasons for living.

REFERENCES

1. American Psychiatric Association. Diagnostic and Statistical Manual of Mental
Disorders. 4th ed, Text Revision. Washington, DC: American Psychiatric Press,
2000.

2. Soloff PH, Lynch KG, Kelly TM, Malone KM, Mann JJ. Characteristics of sui-
cide attempts of patients with major depressive episode and borderline person-
ality disorder: a comparative study. Am J Psychiatry 2000; 157:601–608.

3. Paris J. Chronic suicidality in borderline personality disorder. Psychiatr Serv
2002; 53:738–742.

4. Paris J. Half in love with easeful death: the meaning of chronic suicidality in
borderline personality disorder. Harvard Rev Psychiatry 2004; 12:42–48.

5. Grilo CM, McGlashan TH, Skodol AE. Stability and course of personality dis-
orders. Psychiatric Q 2000; 71:291–307.

6. Paris J. Personality Disorders Over Time. Washington, DC: American
Psychiatric Press, 2003.

7. Maris RW, Berman AL, Silverman MM. Comprehensive Textbook of Suicidol-
ogy. New York: Guilford, 2000.

8. Koenigsberg HW, Harvey PD, Mitropoulou V, Schmeidler J, New AS,
Goodman M, Silverman JM, Serby M, Schopick F, Siever L. Characterizing

190 Paris



affective instability in borderline personality disorder. Am J Psychiatry 2002;
159:784–788.

9. Linehan MM. Cognitive Behavioral Therapy of Borderline Personality Disor-
der. New York: Guilford, l993.

10. Siever LJ, Davis KL. A psychobiological perspective on the personality disor-
ders. Am J Psychiatry 1991; 148:1647–1658.

11. Gunderson JG, Phillips KA. A current view of the interface between borderline
personality disorder and depression. Am J Psychiatry l99l; 48:967–975.

12. Akiskal HS. The bipolar spectrum: the shaping of a new paradigm in psychia-
try. Curr Psychiatry Rep 2002; 4:1–3.

13. Zanarini MC, Frankenburg FR, Dubo ED, Sickel AE, Trikha A, Levin A,
Reynolds V. Axis I comorbidity of borderline personality disorder. Am
J Psychiatry 1998; 155:1733–1739.

14. Shea MT, Pilkonis PA, Beckham E, Collins JF, Elikin E, Sotsky SM, Docherty
JP. Personality disorders and treatment outcome in the NIMH Treatment of
Depression Collaborative Research Program. Am J Psychiatry 1990; 147:711–
718.

15. Soloff P. Psychopharmacological treatment of borderline personality disorder.
Psychiatr Clin North Am 2000; 23:169–192.

16. Pepper CM, Klein DN, Anderson RL, Riso LP, Ouimette PC, Lizardi H.
DSM-III-R Axis II comorbidity in dysthymia and major depression.
Am J Psychiatry 1995; 152:239–227.

17. Brodsky BS, Malone KM, Ellis SP, Dulit RA, Mann JJ. Characteristics of bor-
derline personality disorder associated with suicidal behavior. Am J Psychiatry
1997; 154:1715–1719.

18. Soloff PH, Lynch KG, Kelly TM. Childhood abuse as a risk factor for suicidal
behavior in borderline personality disorder. J Personal Disord 2002; 16:201–
214.

19. Maris R. Pathways to Suicide. Baltimore: Johns Hopkins Press, 1981.
20. Beautrais AL. Suicides and serious suicide attempts: two populations or one?

Psychol Med 2001; 31:837–845.
21. Torgersen S, Kringlen E, Cramer V. The prevalence of personality disorders in

a community sample. Arch Gen Psychiatry 2001; 58:590–596.
22. Lesage AD, Boyer R, Grunberg F, Morisette R, Vanier C, Morrisette R,

Ménard-Buteau C, Loyer M. Suicide and mental disorders: a case control study
of young men. Am J Psychiatry 1994; 151:1063–1068.

23. Paris J. Implications of long-term outcome research for the management of bor-
derline personality disorder. Harvard Rev Psychiatry 2002; 10:315–323.

24. Stone MH. The Fate of Borderline Patients. New York: Guilford, 1990.
25. Paris J, Brown R, Nowlis D. Long-term follow-up of borderline patients in a

general hospital. Compr Psychiatry 1987; 28:530–535.
26. Paris J, Zweig-Frank H. A twenty-seven year follow-up of borderline patients.

Compr Psychiatry 2001; 42:482–487.
27. Kullgren Gl. Factors associated with completed suicide in borderline personality

disorder. J Nerv Ment Dis 1988; 176:40–44.
28. Kjelsberg E, Eikeseth PH, Dahl AA. Suicide in borderline patients—predictive

factors. Acta Psychiatr Scand 1991; 84:283–287.

Suicidality in Borderline Personality Disorder 191



29. Silver D, Cardish R. BPD outcome studies: psychotherapy implications. Amer-
ican Psychiatric Association, New Orleans, LA, May, 1991.

30. McGlashan TH. The Chestnut Lodge follow-up study III: long-term outcome
of borderline personalities. Arch Gen Psychiatry 1986; 43:2–30.

31. Wilkinson DG. The suicide rate in schizophrenia. Br J Psychiatry 1982;
140:138–141.

32. Guze JB, Robins E. Suicide and primary affective disorders. Br J Psychiatry
1970; 117:437–438.

33. Zanarini MC, Frankenburg FR, Hennen J, Silk KR. The longitudinal course of
borderline psychopathology: 6-year prospective follow-up of the phenomenol-
ogy of borderline personality disorder. Am J Psychiatry 2003; 160:274–283.

34. Skodol A: 6-year follow-up of patients in the CLPS study. International Society
for the Study of Personality Disorders, Florence, Italy, Oct, 2003.

35. Gunderson JG, Frank AF, Ronningstam EF, Wahter S, Lynch VJ, Wolf PJ.
Early discontinuance of borderline patients from psychotherapy. J Nerv Ment
Dis 1989; l77:38–42.

36. Goldstein RB, Black DW, Nasrallah A, Winokur G. The prediction of suicide.
Arch Gen Psychiatry 1991; 48:418–422.

37. Pokorny AD. Prediction of suicide in psychiatric patients: report of a prospec-
tive study. Arch Gen Psychiatry l982; 40:249–257.

38. Links PS, Heslegrave R, van Reekum R. Impulsivity: core aspect of borderline
personality disorder. J Pers Disord 1999; 13:1–9.

39. Gunderson JG. Borderline Personality Disorder: A clinical guide. Washington,
DC: American Psychiatric Press, 2001.

40. Simeon D, Stanley B, Frances A, Mann JJ, Winchel R, Stanley M. Self-
mutilation in personality disorders: psychological and biological correlates.
Am J Psychiatry 1992; 149:221–226.

41. Brown MZ, Comtois KA, Linehan MM. Reasons for suicide attempts and non-
suicidal self-injury in women with borderline personality disorder. J Abnorm
Psychol 2002; 111:198–202.

42. Favazza AR. Bodies Under Siege: Self-Mutilation and BodyModification in Cul-
ture and Psychiatry. 2d ed. Baltimore: The Johns HopkinsUniversity Press, 1996.

43. Zweig-Frank H, Paris J, Guzder J. Psychological risk factors for disssociation
and self-mutilation in female patients with personality disorders. Canad
J Psychiatry 1994; 39:259–265.

44. Leibenluft E, Gardner DL, Cowdry RW. The inner experience of the borderline
self-mutilator. J Pers Disord 1987; l:317–324.

45. Herman J, van der Kolk B. Traumatic antecedents of borderline personality
disorder. In: van der Kolk B, ed. Psychological Trauma. Washington, DC:
American Psychiatric Press, 1987:111–126.

46. Maltsberger JT, Buie DH. Countertransference hate in the treatment of suicidal
patients. Arch Gen Psychiatry 1974, 30:625–633.

47. Gutheil TG. Suicide and suit: liability after self-destruction. In: Jacobs D, ed.
Suicide and Clinical Practice. Washington, DC: American Psychiatric Press,
1992:147–167.

48. Schwartz DA, Flinn DE, Slawson PF. Treatment of the suicidal character.
Am J Psychother 1974; 28:194–207.

192 Paris



49. Fine MA, Sansone RA. Dilemmas in the management of suicidal behavior in
individuals with borderline personality disorder. Am J Psychother 1990;
44:160–171.

50. Kernberg OF. Diagnosis and clinical management of suicidal potential in bor-
derline patients. In: Grotstein JS, Solomon MD, eds. The Borderline Patient:
Emerging Concepts in Diagnosis, Psychodynamics and Treatment. New York:
Psychoanalytic Inquiry Book Series, 1987:69–80.

51. Livesley WJ. The Practical Management of Personality Disorder. New York:
Guilford, 2003.

52. Dawson D, MacMillan HL. Relationship Management of the Borderline
Patient: From Understanding to Treatment. New York: Brunner/Mazel, 1993.

53. Maltsberger JT. Calculated risk in the treatment of intractably suicidal patients.
Psychiatry 1994; 57:199–212.

54. Maltsberger JT. Calculated risk taking in the treatment of suicidal patients:
Ethical and legal problems. Death Stud 1994; 18:439–452.

55. Rachlin S. Double jeopardy: suicide and malpractice. Gen Hosp Psychiatry
1984; 6:302–307.

56. Hendin H. Psychotherapy and suicide. Am J Psychother 1981; 35:469–480.
57. Oldham JM, Gabbard GO, Goin MK, Gunderson J, Soloff P, Spiegel D,

Stone M, Phillips KA. Practice guideline for the treatment of borderline person-
ality disorder. Am J Psychiatry 2001: 158(Suppl):1–52.

58. Hull JW, Yeomans F, Clarkin J, Li C, Goodman G. Factors associated with
multiple hospitalizations of patients with borderline personality disorder.
Psychiatr Serv 1996; 47:638–641.

59. Bateman A, Fonagy P. Effectiveness of partial hospitalization in the treat-
ment of borderline personality disorder: a randomized controlled trial.
Am J Psychiatry 1999; 156:1563–1569.

60. Bongar B, Maris RW, Berman AL, Litman RE. Outpatient standards of care
and the suicidal patient. In: Bongar B, Berman AL, Maris RW, Silverman
MM, Harris EA, Packman WL, eds. Risk Management with Suicidal Patients.
New York: Guilford, 1998:4–33.

Suicidality in Borderline Personality Disorder 193





12

Psychodynamic Psychotherapy of
Borderline Personality Disorder

John G. Gunderson
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1. BACKGROUND

Starting with Stern (1), psychoanalytic therapists made the clinical obser-
vations from which the construct of a ‘‘borderline’’ type of personality dis-
order arose. These observations are still central to current understandings
of borderline personality disorder (BPD). They include the phenomenon
of testing the tolerance or aptitude of clinicians in terms of governing access,
responding to self endangering behaviors and to intense expressions of feel-
ings (towards the therapists in particular), and to their capacity for transient
psychotic-like transference.

Psychoanalytic therapists are also responsible for encouraging the hope
that psychodynamic therapies could bring about curative changes. This
encouragement fueled the authorship of more than 50 books and spawned
numerous national and international conferences in which analysts argued
major theoretical viewpoints, detailed problems of treatment, and debated
about the plausibility and timing for interpretations. Major teaching institu-
tions devoted clinical services to psychoanalytically informed treatments, and
these institutions vied for faculty with sufficient expertise to teach students
how to conduct effective psychotherapies. The intensity and the breadth of
the therapeutic interest gave rise to the research that defined reliable criteria
for the disorder and that led to the disorder’s inclusion in DSM-III.
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Since that time, BPD has withstood unremitting controversies about
its validity. Numerous descriptive studies, family history studies, treatment
studies, and longitudinal studies have been conducted which have estab-
lished that BPD is distinct from schizophrenia, bipolar disorder, major
depression, and PTSD. In the process, BPD has been established as a
reasonably coherent and valid disorder. Of note, however, is that in this
process, the earlier psychoanalytic ‘‘borderline’’ construct has been signifi-
cantly modified. The twin study by Torgersen (2) has established that BPD’s
etiology includes significant genetic contributions. Longitudinal studies have
established that BPD is a disorder with a variable course, but generally
having a far better prognosis than had been thought (3–5). The latter
findings are particularly enlightening, insofar as very good outcomes
occurred without intensive long-term and capably administered individual
psychotherapy, which the earlier psychotherapy literature suggested was
essential.

Against this background, this chapter will review the current status of
psychodynamic psychotherapy as a treatment for borderline personality dis-
order. In doing this, and in an effort to emphasize current perspectives, I will
try to avoid too much redundancy with what I have written on this subject
in recent years (6,7).

2. PSYCHOANALYTIC THEORIES AND THERAPIES

Three major psychoanalytic theories provide ways to understand and
conduct psychodynamic psychotherapies for borderline patients. They are
transference focused psychotherapy, self-psychological psychotherapy, and
mentalization based therapy. Each has explicit implications for preferred psy-
choanalytic techniques, and each has attracted some empirical attention and
support for its effectiveness. I will offer brief descriptions of these three major
theories and their therapies, recognizing that brevity will sacrifice compre-
hensiveness but may be helpful for the purpose of highlighting distinctions.

Otto Kemberg remains the earliest, best known, and most enduring
contributor to psychoanalytic theory and therapy for BPD (8). His theory
bridges ego psychology and object relations. It is organized around
inferences about how a child responds to early frustrations by primary care-
takers. Either due to excessive innate aggression or due to excessive external
frustrations from caretakers, pre-borderline children learn to project or split
off their hostilities, leaving them handica’pped by an internal life in which
prototypic representations of others and of their self are distorted by
exaggerated or denied attributions of aggressiveness.

The therapeutic implications of this model, now called transference
focused psychotherapy (TFP), include the importance of interpreting or
confronting borderline patients with their split off and exaggerated attributes
of aggressiveness towards self and others. Therapists are discouraged from
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giving reassuring or self-disclosing responses, but the frustrations for patients
that are inherent in thismaintenance of psychoanalytic neutrality are offset by
a highly interactive responsiveness with a focus on the hear-and-now. There is
a sensitivity to transference phenomenon and a vigilance about its inter-
pretation. The following vignette illustrates some aspects of TFP:

Pamela is a 29-year-old women with a history of self-injurious beha-
vior and intense unstable romantic relationships. She reports to her thera-
pist that she became very angry when Fred [her latest boyfriend] arrived
for dinner having already been drinking.

The TFP therapist would be interested in Pamela’s anger and how it
was expressed (wondering, for example, whether it was retroflected in self-
injury, or was followed by withdrawal, or was expressed by some explosive
outburst). The therapist would invite her to look at why she got so angry
(with a justifiable implication that she gets angry too easily or dispropor-
tionally). The TFP therapist would also be very conscious of having been
late to their last session and might inquire or look for evidence that Pamela’s
reaction to Fred was partly a displaced transference phenomenon.

Currently, TFP has been manualized (9,10), and therapists have been
successfully trained to conduct therapies according to this model. A sample
of 23 patients who received TFP for 1 year showed decreases in self-injurious
behaviors and hospitalization rates (11). A significant randomized controlled
trial (RCT) funded by the Borderline Personality Disorder Research Foun-
dation has been underway since 1999 in which the effectiveness of TFP is
being compared to that of DBT and to supportive psychotherapy. At
present, no results have been published.

A second major psychoanalytic model for BPD and its treatment is a
derivative of Heinz Kohut’s self psychology (12). Gerald Adler (13) became
the most recognizable exponent of this theory’s application to BPD. While
this theory too is developmentally based, it focuses less on a discrete and
specific early phase of child development. Rather, this theory’s basis for
understanding the pathogenesis of BPD is a disturbed sense of self that is
derivative of more sustained environmental influences, including nonfami-
lial sources such as trauma. The basic deficit is the child’s failure to establish
a stable and coherent sense of self.

The derivative therapeutic model, referred to hereafter as self psycho-
logical psychotherapy (SPP), is that the therapists provide corrective experi-
ences in the therapy and that these experiences are primarily due to
nonspecific components such as availability and attentiveness, and to sup-
portive interventions such as empathy or validation. Transferences are con-
sidered inchoate and transference interpretations are relatively
contraindicated. Aggression or anger is seen as secondary to injurious life
events—not as internally driven. The corrective experiences within the ther-
apy allow the borderline person to develop a clearer and more stable sense
of self—in part this comes from seeing one’s self being reflected back by the
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therapist’s observations and partly from a revised sense of what they can
expect from others. This therapy is less reliant on introspection, and more
relational than TFP. The vignette about Pamela’s reaction to Fred cited
above will be used to illustrate SPP.

The SPP therapist would validate the legitimacy of Pamela’s reasons
for being angry. However, the therapist would see the anger as a response
to underlying feelings of disappointment and rejection. The therapist might
interpret the presence of these feelings and would empathize with them. The
SPP therapist would inquire about whether Pamela protested Fred’s beha-
vior, but while approving of this, might encourage a response to Fred that
identified her hurt feelings.

This model has received empirical support from a study conducted in
Australia by Stevenson and Meares (14). This was a naturalistic study of
outpatients treated for 1 year in twice-weekly individual therapy by residents
under intensive supervision by Meares, who promoted adherence to an SPP
model. Compared to a waiting list control group, the borderline patients
given SPP showed significant decreases in episodes of self-harm, hospitaliza-
tions, BPD criteria, anxiety, and depression. Of particular note is that these
improvements were sustained on follow-up up to 5 years later (15). The
design does not allow conclusions about whether the benefits were specific
to the psychodynamic methods or to the distinctive features of SPP.

The third major psychoanalytic model for understanding borderline
psychopathology and conducting treatment derives from Peter Fonagy
(16,17). Fonagy believes that borderline patients’ core deficit is their lack
of an ability to reflect about, i.e. to ‘‘mentalize,’’ their own and others’ inten-
tions, desires, or feelings. This theory is strengthened by its having been
derived from actual observations of mother–child interactions. This has
added specificity and detail to the parent–child interactions that are thought
to beget the borderline patients’ failed development of a coherent self.
Fonagy later used these observations to explain phenomena he observed
in adult borderline patients. This work builds bridges between cognitive
and dynamic theories and between child observations and adult borderline
psychopathology.

Fonagy’s theory of treatment lays emphasis on attending to mental
states, giving rise to the name Mentalization Based Therapy (MBT). Feeling
states and motives as observed in the borderline patient and as experienced
by the therapist are the focus of attention (18). Interactions with therapists
are like laboratory opportunities. There is almost an educational approach
to how feelings or other mental states explain behaviors. Patients are
expected to learn to think about intentions. This therapy is largely devoid
of transference considerations, therapist self-disclosure is essential, and the
significance of recalling childhood antecedents is modest. We return to
Pamela to illustrate MBT.
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The MBT therapist would ask Pamela about when she recognized that
she was angry and about whether she was subjectively comfortable with
being angry at Fred. She would be asked to detail the events that led to
her feeling state. The therapist would also ask her to think about why Fred
behaved the way he did and about what effect she thought her anger might
have had on him. The therapist might also inquire whether Pamela could
imagine what the therapist themself felt or thought about the incident, per-
haps even disclosing that they felt pleased or disappointed by the way
Pamela handled the situation, and even why they felt that way.

Mentalization Based Therapy has been the subject of a randomized
controlled trial within a partial hospital setting in London (19). In this set-
ting, MBT interventions were offered over 18 months and the effects were
compared to treatment as usual (TAU). The MBT interventions consisted
of group therapy three times a week, individual psychotherapy (by nurses,
occupational therapists, or psychiatrists) once a week, and a psychodrama
therapy once a week. These interventions were under the supervision of
Bateman. Borderline patients receiving MBT fared significantly better than
comparison subjects in terms of number of hospitalizations and medication
use, self-injurious behaviors, and depression. Moreover, on follow-up, patients
continued to make gains. This design does not permit a conclusion about
whether it was the MBT style interventions that were effective.

3. REQUISITE CONDITIONS FOR PSYCHODYNAMIC
PSYCHOTHERAPY

Psychodynamic psychotherapy should be offered with discretion. I believe it
has been a serious disservice to BPD patients, and to the credibility of this
modality, to encourage its use by psychotherapists who do not have suffi-
cient experience with such patients, or to encourage its use for borderline
patients who are neither able nor motivated to undertake this therapy.

There is a hierarchy of goals around which treatment planning for bor-
derline (and other) patients should be organized (7,20). This hierarchy
begins with diminishing immediate stress and alleviating subjective distress.
These objectives should be followed by attaining control over feelings states
and, perhaps especially, impulses. These are goals for which psychodynamic
psychotherapy is not’particularly intended or well-designed (nor for that
matter are other therapies such as family therapies). Rather, these initial
goals are better achieved by interventions such as medications, situational
change (including interventions designed to diminish ongoing stressors, such
as abusive partnership or an unfortunate work situation), containment,
support, and skills-training therapies. In my view, all of these other interven-
tions are more likely to be effective if they are informed by psychodynamic
understandings of borderline psychopathology (e.g., abandonment fears,
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regressions without ‘‘holding,’’ etc.) but they are not psychodynamic
psychotherapy per se.

3.1. Patient Characteristics

Individual psychodynamic psychotherapy requires that patients (i) be able
to think about themselves, and (ii) share the therapist’s belief that
understanding oneself can provide a means to a better life. Neither of these
qualities can be assumed to exist in patients with borderline personality dis-
order. The capacity to think about oneself will only occur when borderline
patients have some sense of security about more basic needs, which, in turn,
requires stability and predictability in their daily lives. It is not coincidental
that some of the major early advocates for psychoanalytic—meaning trans-
ference and interpretation based—psychotherapy with borderline patients
[most notably Kemberg (8)] undertook these treatments with patients who
were living within the confines of long-term hospitals and, specifically,
within psychiatric hospitals designed to support a psychoanalytic model
of treatment. In the absence of such external structures and support, indivi-
dual psychotherapies with BPD patients become preoccupied about issues
such as attendance, alliance, and safety. Psychoanalytic therapists such as
Adler (13), and, more recently, Meares (15), who conduct their psychothera-
pies in outpatient settings, found a self psychology model much more
feasible and useful. In any case, it is important to remember that there is
an inverse relationship between the capacity for self-examination in
psychodynamic therapy and the level of external support available. It is
worth noting that even with a suitable external structure and supports,
the MBT model focuses on helping borderline patients learn to think about
themselves or others.

The perception that self understanding will have meaningful benefits is
also hardly universal, even in non-borderline people who feel secure about
themselves and who have stable external supports. Even among BPD
patients who have adequate support and structure, many will not want to
undertake a psychodynamic psychotherapy given a choice. It is illustrative
that a sample of BPD inpatients could be divided into those who proved
receptive to DBT and those who did not (21). My experience is the same
with respect to psychodynamic psychotherapy. Some borderline patients
actively want to think about themselves and their lives; others actively resist
such an undertaking. By relying little on understanding the patient’s past
history, MBT may be less resisted by such patients than other psychody-
namic therapies.

3.2. Therapist Characteristics

Amongst the legion of psychotherapists who identify themselves as psycho-
dynamically oriented, further characterization is needed to determine their
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likely aptitude for conducting this therapy with a borderline patient. The

first additional qualification is that the therapists have had sufficient experi-

ence (and training) with borderline patients to anticipate the usual pro-

blems, and to know whether these are problems they want to address.

Many therapists do not welcome the burden associated with treating a

patient who can be expected to be a danger to themselves, or who has con-

current problems with an eating disorder or substance abuse, or who

requires ongoing communications with the patient’s other caretakers or

whose bills being paid depend upon the goodwill of alienated parents, etc.

Borderline patients are typically very sensitive to any evidence of a therapist’s

disinterest in them.
As a corollary to the expectable problems in treating borderline

patients, their psychotherapists should expect to spend time in supervision,

or at least in discussing their case with others. The need for this is reflected

by the strong counter-transference reactions frequently engendered by bor-

derline patients. Though with experience these reactions become less intense

and less likely to be enacted, it is predictable that therapists will experience

recurrent temptations to rescue or set limits which will strain their self-

confidence and, if wrongly administered, be harmful. Discussing such

patients with others diminishes the likelihood of responding in ways that are

counter-therapeutic and encourages the therapist’s development of new

ways of responding (including, for example, selective disclosure of counter-

transference reactions).
It is also true that even amongst psychodynamic therapists who have

had experience with borderline patients and who are ready to work with the

attendant issues, characterological or interpersonal style should be consid-

ered as an additional qualifying characteristic. A curiosity and familiarity

about the darker side of one’s own personality (e.g., one’s aggression or with

being self-serving) is critical. Psychodynamic therapists need to be able to

identify with these qualities in their patients, and will need to comfortably

identify such motivations to those patients who would otherwise feel they

are unacceptable. Elsewhere I have suggested therapists need to be ‘‘atten-

tive, challenging, and responsive’’ (7), to which Swenson (22) would add

an ability to sustain a steady emotional intensity that gives borderline

patients a feeling the therapist is ‘‘present, engaged, and indestructible.’’

Therapists also need to be active, which includes being comfortable impos-

ing structure on sessions and in being explicit about expectations.
Because therapists who lack adequate training or who do not welcome

the special set of issues that psychotherapy with BPD patients involves are

likely to be miserable and to do poorly by these patients. I believe that offer-

ing this modality should be limited to mental health professionals who have

had specialized training.
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3.3. Split Treatments

A relatively new phenomenon is that individual psychotherapies are rarely
conducted in the absence of a concurrent other modality, usually pharma-
cotherapy. This phenomenon, called split treatment, is a direct consequence
of changes in the health care system wherein virtually all psychiatric patients
are considered candidates for pharmacotherapy; reimbursement policies by
managed care companies reinforce this, and psychiatrists are increasingly
untrained and/or uninterested in conducting individual psychotherapy.

The psychoanalytic concept of splitting was introduced by Meianie
Klein (23) as a cornerstone for the object relations theory of development.
It refers to a process originating early in life that allows a child to ignore
or dissociate—that is, split off from their awareness—negative or hostile
feelings towards the needed caretaker, thereby preserving a good representa-
tion of the person. As noted, Kernberg and others identified splitting as a
pathological defense that characterizes borderline patients. More specifi-
cally, they noted that these patients dramatically alternate views of them-
selves and others from being all good, i.e., idealized, to being all bad, i.e.,
devalued. This characterization of the interpersonal (or cognitive) style of
borderline patients is one of the DSM criteria defining this disorder. This
characteristic has been frequently cited as one of the major problems
encountered in treating borderline patients. Against this conceptual and
clinical background, it has been widely accepted that split treatments were
contraindicated for them, because the presence of a second treater could
lead to irreconcilable disagreements.

In contrast to the traditional view that split treatments are a problem,
my experience has been that they have significant advantages in treating
borderline patients by virtue of diminishing the frequency of dropouts,
the burden on therapists, and the likelihood of noncompliance (7). This is
an example of how a psychodynamic understanding can improve treatment,
whether psychodynamic or not. The advantages derive from the better
‘‘holding environment’’ that two therapies can provide. The borderline
patient’s inability to experience frustration without assigning malevolence
and then taking angry or fearful flight is the most common reason why they
drop out of therapies (24). For other borderline patients, their fears of rep-
risal or guilt about being angry can get acted out by noncompliance or self-
injurious or even life-endangering behaviors. When a second treater exists,
the borderline patient retains a ‘‘good object,’’ who provides an opportunity
for them to vent their frustration or anger. This is usually done in the hopes
of enlisting a sympathetic response. Therapists who provide such a response
participate in the splitting. In contrast, therapists who neither validate the
anger nor protest on behalf of the offending ‘‘bad’’ therapist’s innocence,
may provide a corrective learning experience. Linehan operationalizes the
response that therapists should make when confronted about the alleged
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failures, cruelties and so forth of the other ‘‘bad’’ therapy. The ‘‘good’’ ther-
apy should neither agree with the patient nor defend the other therapist. The
‘‘good’’ therapist should tell the patient that, whether right or wrong in their
sense of injustice, they need to tell the therapist why they are angry. In this,
the therapist is supporting a new—for most borderline patients—form of
assertiveness that is essential for correcting their reliance on defensive split-
ting and for their developing a capability to sustain relationships in which
frustrations are inevitable.

There are two issues which can undermine what I think are the inher-
ent advantages of split treatments for borderline patients. Treaters need to
be aware of and respectful of the value of the treatment which the other trea-
ter is providing—and to have faith in the other therapist’s basic capability
and integrity. When the treaters are unfamiliar with each other, the requisite
communications between them can be time-consuming and, if not reim-
bursed, problematic to sustain. A second problem occurs when the clinicians
disrespect the other therapy or therapist. Splitting then ensues, but it cannot
be attributed to the borderline patient’s psychopathology.

The overall advantages of split treatments apply to any combination
of modalities, i.e., psychotherapist and hospital staff, psychotherapist and
DBT skills coach, psychopharmacologist and family therapist, etc. The gov-
erning principle is the same: two relatively independent and complementary
therapies allow the inevitable frustrations that occur with any particular
treatment to be contained without necessitating flight. The ‘‘holding’’ (25)
function of split treatment is, I believe, the reason that therapies that are
otherwise as distinct as DBT (26) and MBT (19) have far lower dropouts
than were found in studies of individual therapies by themselves (27–31).

4. THE ALLIANCE AND PROCESSES OF CHANGE

In psychodynamic therapies, the relationship to the therapist is considered
crucial, it being frequently a topic within sessions, and improvements in
interpersonal relationships are a major goal. It is generally expected that a
change in the patient’s relationship to the therapist reflects changes in their
internal psychology and vice versa. In the discussion that follows, I will
describe how the borderline patient’s alliance frames what technique thera-
pists can use and how it also reflects their progress during therapy.

As often is noted (32), one of the first challenges in psychodynamic
psychotherapy, and perhaps all other psychotherapies, is to establish an alli-
ance with the borderline patient. The earliest form of alliance, called the con-
tractual alliance, involves establishing agreed-upon goals for the therapy
and defining expectations about respective roles. Establishing goals is some-
times complicated by the disparity between the value dynamic therapists
assign to self-examination and the borderline patient’s search for a caretak-
ing relationship. These are not incompatible but it is an important step to
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make the distinction explicit. Within the perspective of psychodynamic ther-
apy, treatment goals should be directed at internal change or psychological
growth, with the expectation that external changes will be derivative. Some
of the more common goals relevant to borderline patients include increased
awareness of feeling states, increased comfort with negative feelings, cap-
ability of protesting on one’s own behalf, a growing sense of identity (sense
of self), diminished emptiness, and increased tolerance for aloneness. In the
absence of established goals, some borderline patients will find the con-
cerned attention of a therapist who primarily listens as reason enough to
welcome therapy. The absence of goals is particularly apt to be a confound
for therapists offering Self Psychological Psychotherapy. In contrast, Menta-
lization Based Therapy is very goal directed and may not evoke the same
resistance as do those psychodynamic therapies that are less structured
(e.g., TFP) or that more explicitly invite an attachment to the therapist
(e.g., SPP). The clarification of roles is also an important step towards estab-
lishing a framework in which either a corrective experience or an increased
self-awareness can develop. In any event, it is fruitless to impose a psycho-
dynamic psychotherapy on a borderline patient who does not agree to its
requirements or see its potential value. Psychodynamic therapists can credit
cognitive/behavioral therapists for helpfng to establish the importance of
clarifying goals and roles.

The second form of alliance, the relational alliance, refers to the
patient’s learning to like the therapist and, more importantly, learning to
trust the therapist to be primarily concerned with the patient’s welfare.
The absence of such an alliance after 6 weeks of therapy was predictive of
dropping out (33). A relational alliance is necessary for borderline patients
to develop a positive dependency on the therapist. Developing such a depen-
dency is a therapeutic achievement of great significance for such patients
(34,35). For borderline patients who were initially counterdependent, this
is a major change, akin to adopting a human as a transitional object (36).
Therapists who have proven useful (as well as reliable and attentive) are
more apt to assume this role. For those borderline patients who are too
readily dependent upon their therapists (for reassurance or direction), differ-
ent goals may be desirable. For those patients, therapy may need to focus on
fears of aloneness and learning to reconcile the therapist’s being ungratify-
ing (e.g., unavailable or non-reassuring) with their nonetheless being trust-
worthy caregivers. Split treatment may be needed. It usually takes months
for the dependency issues to be developed, but conflicts about dependency
should usually become a significant theme in psychodynamic therapies by
6 months. If it is absent, psychodynamic therapy for a borderline patient
is unlikely to fulfill its goals.

Therapists should recognize the fluid and rapidly changing forms of
alliance which exist within sessions with borderline patients (37–39).
The psychoanalytic concept of a working alliance, meaning a collaborative
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attention to the task of learning and change, is only transiently available for
most borderline patients when they begin therapies. The presence of such an
alliance can predict successful outcomes (40) and is expected to become
increasingly stable as a sign of psychological growth over the course of treat-
ment (39). Within psychotherapy sessions, when the borderline patient feels
held, i.e., feels supported and understood by their therapist, the working alli-
ance will be evident and subsequently meaningful self-disclosures can ensue
and transference interpretations can be meaningful (41). When the patient
feels threatened by intense feelings or by their perception of a therapist’s
inattention or disapproval, the working alliance disappears, and it can only
be re-established by reassuring supportive interventions. If the borderline
patient feels that the therapist dislikes them or has abandoned them the
re-establishment of an alliance may require activities such as limits or hos-
pitalizations to re-establish a belief that the therapist cares—the relational
alliance. Because of this fragility within the alliance, all psychodynamic
psychotherapies require significant amounts of support.

The dramatic fluctuation of the alliance within sessions requires thera-
pists to be alert to the changes and to deploy a wide range of interventions
from containment to interpretations in flexible and responsive ways. The
range of the types of intervention and the speed with which the need for
them can change challenge all therapists and extend their capabilities. For
this reason, while many good psychotherapists for other types of patients
are not good with BPD patients, the therapists who gain expertise in treating
borderline patients are usually well prepared for others.

5. AN OVERVIEW OF EVIDENCE ABOUT THE EFFECTIVENESS
OF PSYCHODYNAMIC PSYCHOTHERAPY AND SOME
RESEARCH IMPLICATIONS

Psychodynamic psychotherapy has retained a major role in treating border-
line patients based primarily on its theoretical appeal and its influential
advocates. It is only recently beginning to attain the credibility that research
needs to bestow. But the existing research remains limited in breadth, in
quality, and in influence.

Several meta-analytic studies have been conducted which conclude
that in combination, the studies noted in this paper and other studies yield
very strong evidence in support of psychotherapy for borderline patients
(42,43). Nonetheless, these analyses are better understood as an endorsement
for psychosocial treatments than for the specific actions of psychodynami-
cally informed individual psychotherapy. As noted, there are competing
models for understanding borderline psychopathology psychodynamically.
Each has quite distinctive ideas about how therapy should be conducted
and none has persuasive empirical support. It is remarkable, however, that
consistent with the fact that psychodynamic therapies focus on internal
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change, in both the MBT (19) and the SPP (15) trials, the borderline patients
continued to improve after therapy ended. These findings offer hope that a
capacity to learn and to change can become internalized from successful
psychodynamic therapies. Due in part to the non-specific comparison treat-
ments, the promising results for SPP and MBT cannot be said to be due to
the psychodynamic components of the treatments. To establish the role of
psychodynamic psychotherapy, and within this rubric, the role of its more
specific psychodynamic process components, a new generation of studies is
needed.

Of interest is growing evidence that psychodynamic therapies may be
more effective in diminishing the depressions of BPD patients than are other
(pharmacological or behavioral) therapies. Bateman and Fonagy (19) reported
this for MBT. A recent study shows that changes in BPD are followed by
remissions of depression, but not vice versa (44). Other studies indicate that
dynamic therapies may diminish depressions that are medication-resistant in
PD patients (46, Stevenson & Meares, unpublished). These observations point
to some potentially important new lines of process–outcome research; for
example, examining whether levels of interpretive activity or alliance are
associated with remissions (or improvement) in depressive experiences.

Assessments of the alliance between BPD patients and therapists is a
promising area for further research. The predictive power of the alliance
needs to be further examined. If early measures of alliance can predict the
future course of a therapy, this would be of great value in deciding whether
a therapy should be altered or discontinued.

It remains appalling to many that even though the American Psychia-
tric Association (APA) Practice Guidelines for the Treatment of Patients
with BPD (47) identified individual psychotherapy as the cornerstone for
the treatment of BPD, and its psychodynamic variant is the most frequently
applied model for this treatment, there is still no randomized controlled
study to support its use (48–51). Given the widespread practice of psychody-
namic psychotherapies for BPD, that its efficacy be given adequate empiri-
cal testing has major public health significance.

The obstacles to doing a randomized controlled trial for dynamic
psychotherapy are, however, formidable. The new knowledge about the wide
variation in BPD’s natural course underscores the importance of randomized
designs and the need for substantial sample sizes. Patients (and their families)
have preferences which make randomization into therapies expected to last
for a year (or more) difficult. An RCT needs to utilize outcome measures that
address the psychological changes that are distinctive goals for psychody-
namic therapies alongside the battery of usual outcome measures that reflect
treatment utilization, behavioral controls, and diminished distress. More-
over, for borderline patients, as was noted, I believe the conduct of those
studies should take into consideration pre-requisites for undertaking psycho-
dynamic psychotherapy, namely, selecting BPD patients who have stable
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external structures and supports. Such requirements handicap sample acqui-

sition and generalizability. The selection of a comparison cell for an RCT is

also complicated. For RCTs in which psychosocial interventions are matched

on intensity, theoretical coherence, and duration, the usual result is no differ-

ence. In a comparison with DBT, such as that which is currently underway

with TFP, a ‘‘no difference’’ result would actually validate the value of the

dynamic psychotherapy. But if DBT proved superior, it could be because

such a design underestimates the need for behavioral controls before doing

psychodynamic therapy. Behavior controls are more directly and, I think,

more expeditiously addressed by DBT.
This review has been selective. It is intended to illustrate my impres-

sion that psychodynamic psychotherapy for BPD has come of age as a

subject for empirical study and to identify some of the opportunities and

problems which are associated with this welcome development. I fully expect

that future reviews of this subject will be informed and substantially revised

by the results of current and future research.
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Dialectical Behavior Therapy for
Borderline Personality Disorder

Alexander L. Chapman and Marsha M. Linehan

Department of Psychology, University of Washington,
Behavioral Research and Therapy Clinics, Seattle, Washington, U.S.A.

1. INTRODUCTION

Dialectical behavioral therapy (DBT) (1) is a comprehensive, multimodal
cognitive-behavioral treatment initially developed to treat highly suicidal
women. Dialectical behavioral therapy evolved into a treatment for border-
line personality disorder (BPD), primarily due to the prevalence of suicidal
behaviors among individuals with this diagnosis. The first study of DBT was
described in the first volume of the Journal of Personality Disorders (2). Sub-
sequently, DBT was described and illustrated in detail as a treatment for
BPD in a set of published manuals (1,3). The difficulties BPD patients have
in tolerating distress and in accepting themselves and others spawned the
development of acceptance-oriented skills, such as mindfulness, willingness,
and radical acceptance. Distilled from Zen principles and practice (4), these
strategies are taught as skills for both the patient and the therapist. Change-
based strategies in DBT draw primarily from behavioral and cognitive beha-
vioral therapy (CBT) approaches and from psychological science in the areas
of learning, emotions, social psychology, and empirical findings on behavioral
change processes. Strategies for conveying validation and acceptance of
the patient are very similar to those used in both client-centered and emotion-
focused therapies. As the foundation of DBT, a dialectical philosophy
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provides a world view that maintains the balance and synthesis of accep-
tance and change strategies (1,5).

Several well-controlled clinical outcome studies support the efficacy of
DBT in the treatment of borderline personality disorder (see Table 1 for a
summary). The first randomized controlled trial (RCT) was conducted by
Linehan et al. (6–8), comparing DBT with treatment as it usually occurs in
the community (treatment-as-usual, or TAU). This study found that DBT
resulted in greater reductions in frequency and medical risk of parasuicidal
behavior, anger, use of emergency and inpatient treatment, and greater
increases in global and social adjustment (6). Since this seminal study,
six RCTs across four separate research groups have evaluated DBT in the
treatment of BPD as well as substance-abusing patients with BPD (9–14).
The clinical outcome data support the efficacy of DBT for women with
BPD, particularly in the reduction of parasuicidal behavior, but also in the
treatment of illicit drug use (10,11). More than a decade after the publication
of the initial RCT (6), it remains to date one of only two outpatient psycho-
social treatments with demonstrated efficacy for this population; the other
being the psychodynamic approach of Bateman and Fonagy (15,16). (See
Bateman’s chapter 16 in this book for a detailed discussion of this approach.)

Dialectical behavioral therapy also has been adapted and evaluated for
several other populations, including eating disordered individuals (17,18),
suicidal adolescents (19,20), depressed elderly patients (21), adults with
ADHD (22), couples (23), prison inmates (24), and vocational rehabilitation
patients (25). In addition, DBT increasingly is being disseminated to and
practiced by front-line clinicians. The purpose of this chapter is to illustrate
DBT, emphasizing the interplay between the theory, research, and practice
of this efficacious approach to helping individuals with BPD.

2. FROM THEORY TO PRACTICE: THEORETICAL AND
PHILOSOPHICAL FOUNDATIONS OF DBT

2.1. Dialectics and Behaviorism

Dialectical behavioral therapy is fundamentally based in dialectical philoso-
phy; embedded within this philosophy is Zen practice and social behavior-
ism (26), which guides the treatment’s approach to behavior change.
Dialectical philosophy most often is associated with Marxist socioeconomic
principles, but the philosophy of dialectics actually extends back thousands
of years (27,28). Hegel, who is credited with reviving the dialectical position,
posed that specific forms or arguments come and go in a complex interplay,
with each argument creating its own contradiction, and each contradiction
in turn being negated by a synthesis, which often includes or enlarges upon
both preceding arguments. The process by which a phenomenon, behavior,
or argument is transformed is the dialectic, which involves three essential
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stages: (a) the beginning, in which an initial proposition or statement (thesis)
occurs, (b) the negation of the beginning phenomenon, which involves a
contradiction or ‘‘antithesis,’’ and (c) the negation of the negation, or, in
Marxist theory, the synthesis of the thesis and antithesis (29). Essentially,
thesis and antithesis emerge and are synthesized, and the synthesis itself con-
stitutes the next thesis, from which springs forth an antithesis, and the pro-
cess repeats itself. In addition, dialectical philosophy posits that any system
is composed of interrelated parts that cannot be defined without reference to
the system as a whole. Similarly, a whole system cannot be defined without
reference to its parts. The system and its parts constantly are in a state of
change or flux, with changes in one influencing changes in the other.

The holistic systems-based thinking that defines dialectics constitutes
the point of convergence between this theoretical tradition and that of social
behaviorism (26), a fundamental underpinning of DBT. Arthur Staats first
described social behaviorism in his 1975 book. Most recently re-named Psy-
chological Behaviorism (30), this approach was influenced by the contextual
philosophy of operant, radical behaviorism (31), but places more emphasis
on classical conditioning and biological factors. It also includes a behavioral
theory of personality, and incorporates research on psychopathology. From
a psychological behaviorist perspective, an individual’s past learning his-
tory, biology, and personality transact in a dynamic manner with the current
environmental context. Learning history, biology, environment, and person-
ality are part of a holistic system, such that abnormalities in any one element
produce abnormalities in the system as a whole, and ultimately in behavior.

Within this framework, an individual’s past learning environment pro-
duces ‘‘basic behavioral repertoires’’ through the principles of classical and
operant conditioning (26,30). These basic repertoires constitute the indivi-
dual’s personality, which interacts with current environmental conditions
to produce behavior. Additionally, the individual’s biological state is both
influenced by the current environment and influences the expression of the
personality, or basic behavioral repertoire. For example, a woman with
BPD may walk into a therapy session with a learning history of having been
ignored when she expressed emotional distress and then reinforced for esca-
lated emotional displays, leading to a basic behavioral repertoire involving
quick escalation of her emotional expression. Her temperament or hard-
wired biology consists of a propensity for quick and intense emotional reac-
tions. At the time of the session, her current biological state involves acute
emotional vulnerability due to several nights with poor sleep. When the
therapist does not respond immediately to her expressions of distress, she
feels out of control, quickly escalates, and starts yelling at the therapist.
Behavior, environment, biology, and personality transact, such that if any
one element were different (i.e., if the patient had had a reasonable amount
of sleep, or the therapist had not paused), the patient’s behavior may not
have escalated.
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2.2. Biosocial Theory of BPD

The interface between behavioral theory and dialectics is seen in Linehan’s
biosocial theory of BPD. The biosocial theory incorporates the influence of
both biology/temperament and environment in the development of BPD
criteria behaviors. Within this framework, BPD results from a pervasive
dysfunction of the emotion regulation system, caused by the transaction
between an invalidating rearing environment and a biologically based vulner-
ability to quick, strong, and long-lasting emotional reactions (emotion vul-
nerability). Essentially, the first component of the theory is that borderline
individuals are born with a temperament-based predisposition toward emo-
tion vulnerability.

Several studies have supported this notion that BPD is associated with
a vulnerability to emotions. For example, compared to non-borderline com-
parison subjects, individuals with BPD report more difficulty coordinating
mixed-valence feelings, and greater intensity of negative affect (32). In com-
parison with healthy and clinical comparison subjects, individuals with BPD
report more intense affect and less stability in their negative affect (33). Bor-
derline individuals also report higher dysphoric affect (34), neuroticism (35),
and anxiety (36) than other personality-disordered individuals. Borderline
individuals have demonstrated stronger sensitivities to facial expressions
of fear (37) and more intense responses to negative emotional stimuli (32),
compared to non-borderline individuals. Another study found that emo-
tionally valenced words produced more interference (i.e., higher response
latencies in naming word colors) in borderline individuals versus non-
borderline individuals on a Stroop task (38). Still another study found that
borderline inpatients and community residents had more difficulty than
non-borderline comparison subjects in following instructions to ‘‘forget’’
stimuli related to abandonment, rejection, anger and rage, self-harm, and
lack of empathy in others (39). Although research from Herpertz et al.
(40) has suggested lower emotional arousal among BPD individuals exposed
to emotion-eliciting pictures, a study on emotional experiences in the natural
environment has indicated that individuals with BPD report that they felt
intense ‘‘aversive tension’’ (negative emotional arousal) for a larger propor-
tion of a 24-hour period, compared with age-matched healthy comparison
subjects (41). In addition, preliminary evidence from brain imaging studies
have suggested differences in the volume (42) and activation (43) of brain
regions known to be associated with emotional responding, namely, the
amygdala and the hippocampus.

Although further research is needed to determine the nature and pre-
sence of emotion vulnerability in BPD, the biosocial theory posits that the
transaction between emotion vulnerability and an invalidating rearing envir-
onment is critical to the development of the disorder. Essentially, the emo-
tionally vulnerable individual is reared in an invalidating environment
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consisting of caregivers who punish, ignore, dismiss, or trivialize the child’s
emotional experience, while not offering guidance or training in how to
manage these emotional experiences. The invalidating environment may
also encompass various forms of abuse (sexual, physical, and emotional)
(44). In a dialectical interplay, the child’s temperament is part of the broader
system consisting of the invalidating environment, and both environment
and temperament transact, or mutually influence each other. Emotion vul-
nerability pulls for invalidating behavior, which amplifies emotion vulner-
ability, and vice versa. Parents who have difficulty understanding or
managing emotionally intense children may respond in an invalidating man-
ner (i.e., ‘‘There’s no need to be so upset’’). In turn, invalidation amplifies
the child’s emotional arousal (45), reinstating the very conditions that pull
for invalidating behavior, and so on. The parents are reinforced intermit-
tently, because invalidation periodically punishes or suppresses the child’s
emotionally out of control behavior. In turn, the child is reinforced for esca-
lating his or her behavior, as the parents intermittently provide attention or
withdraw punishment. Ultimately, this vicious cycle disrupts the process of
learning to regulate emotions, resulting in emotion dysregulation.

According to Linehan (1), emotion dysregulation occurs across the
entire emotional system. Borderline individuals have difficulty regulating
intense physiological arousal, turning attention away from emotional sti-
muli, inhibiting impulsive behavior, and organizing behavior to achieve
external, non-mood dependent goals (see Ref. 46 for a review of the key
tasks involved in emotion regulation). Problems in any component of this
system influence or create problems in other components of the emotion sys-
tem. As such, emotion is seen as a whole-system response, and each compo-
nent of the system is targeted in treatment. Behavioral problems commonly
seen among borderline individuals (i.e., substance abuse, parasuicidal beha-
vior, and eating disorders) are the direct consequence of emotion dysregula-
tion, and may represent attempts to regulate unwanted or intolerable
emotions. For instance, self-destructive behaviors (such as deliberate self-
injury) may be reinforced and strengthened by producing relief from
unwanted emotional experiences (47,48), or they may result from impaired
problem-solving, cognition, or information processing related to intense,
dysregulated emotional states.

In this way, BPD fundamentally represents a pervasive dysfunction of
the emotion regulation system, characterized by dysregulation across the
individual’s emotional, cognitive, and behavioral systems. Defining features
or criteria for BPD are bound together by dysregulation in the emotion
system. To illustrate this conceptualization, Linehan has reorganized the
DSM-IV criterion behaviors for BPD (49) into the following categories,
emphasizing the role of dysregulation. Emotion dysregulation includes the
criteria that specify affective instability and problems with anger. Behavioral
dysregulation includes life-threatening behaviors such as deliberate self-injury
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or suicide attempts, in addition to a variety of mood-driven impulsive

behaviors, such as binge eating, recklessness, and alcohol and drug abuse.

Interpersonal dysregulation includes frantic efforts to avoid abandonment

and relationship instability. Cognitive dysregulation includes difficulty with

information processing, dissociative behavior, and paranoid cognition

under conditions of stress. Finally, self-dysregulation involves an unstable

sense of self or identity and chronic feelings of emptiness.

2.3. Dialectical Behavior Patterns

Along with the dialectic between the emotionally vulnerable individual and

the invalidating environment, Linehan (50) clinically observed and described

three additional dialectical dilemmas, or behavioral patterns observed in

BPD. Reflecting the patient’s dysregulated emotional system, these patterns

typically involve vacillation between extreme poles of thought and action,

without integration or synthesis. Thesis and antithesis move back and forth

as if on a ‘‘teeter-totter,’’ never forming an integrated whole or moving

toward a synthesis representing more effective behavioral patterns. For

instance, mirroring the invalidating environment, the patient may vacillate

between extreme emotion vulnerability and self-invalidation. As previously

discussed, emotion vulnerability is characterized by excessively quick,

strong, and long lasting emotional reactions. On the other pole of the dia-

lectic, self-invalidation involves invalidation of the individual’s own affec-

tive experiences, looking to others for accurate reflections of reality,

oversimplifying the ease of solving life’s problems, and inhibition of emo-

tional experiences and expression. Another dialectical behavior pattern

involves the dialectic of active passivity versus apparent competence. At

times, the BPD individual may approach problems passively and helplessly,

and enlist individuals in the environment to come up with solutions to life

problems. Essentially, BPD patients are active in getting others to solve their

problems, but are passive in solving their problems on their own. At the

other side of the dialectic, the individual demonstrates the competency to

effectively solve problems on their own, but in other contexts, appears to

completely lack this same competency. Finally, the third dialectical behavior

pattern involves unrelenting crisis versus inhibited grieving. Unrelenting crisis

refers to the clinical observation that the lives of patients with BPD involve

frequent turmoil, stress, and disaster. At the same time, there is the tendency

to avoid or inhibit the experience and the expression of painful emotions in

response to stressful life events (inhibited grieving). The therapist’s task

essentially is to be awake and mindful of these behavioral patterns, and to

help the patient to create a synthesis that retains the essence or grain of truth

in either behavioral extreme.
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2.4. Dialectics in Therapy: Acceptance and Change in DBT

The presence of striking behavioral extremes in patients with BPD created a
dialectical dilemma, which formed the impetus for integrating acceptance
and change strategies in DBT. The difficulties observed among borderline
individuals that are perhaps most striking and challenging to clinicians
include impulsive, self-destructive behaviors. Because of these behaviors,
individuals with BPD use a great deal of psychiatric treatment. In fact, they
constitute 8–10% of psychiatric outpatients (51,52) and 14–20% of inpati-
ents (53). Between 9 and 40% of individuals who frequently utilize inpatient
psychiatric services are diagnosed with BPD (52,54–56). Much of this treat-
ment utilization directly stems from extremely high rates of parasuicidal
behavior, which includes any deliberate self-injury (i.e., suicide attempts;
non-suicidal self-harm) with or without intent to die. Most borderline indi-
viduals have attempted suicide in their lifetime (75%) and over half have
made a potentially fatal attempt (57). Moreover, between 8 and 10% of bor-
derline individuals eventually commit suicide, a rate that is several times that
found in the general population (57–59). In addition, the rates of deliberate
self-injury without intent to die (self-harm) (60) are extraordinarily high
among borderline individuals (63–80%) (58,59,61).

Although the intense emotionality, extreme high-risk parasuicidal
behavior, and dialectical dilemmas that occur in BPD patients appear to
be entirely inconsistent with a life worth living, a dialectical perspective
holds that even the most egregious behavior is both functional (thesis)
and dysfunctional (antithesis). In DBT, the therapist’s task is to find the
synthesis. For instance, self-injury often may produce short-term relief from
uncomfortable states of emotional arousal (thesis) (47,48), despite its nega-
tive long-term effects on health and interpersonal functioning as well as its
associated risk of death or suicide (antithesis). This patient may even experi-
ence this behavior as life enhancing, at least in the short-term. In DBT, the
task is to acknowledge the wisdom of the need for relief and simultaneously
to help the patient to stop deliberate physically self-harming behaviors and
to find other ways to produce relief. However, even the need for relief of
emotions contains within it an inherent antithesis—emotions are functional
or useful, do not need to be changed, and should be accepted.

This tension between acceptance and change is the fundamental dialectic
underlyingDBT.The severity of behavioral and emotional dysregulation seen
among borderline individuals often elicits efforts by the therapist andothers to
change the patient’s behavior or emotional experiences. In fact, DBT began
as an application of both social behaviorism (e.g., 26,31,62) and the basic
behavior therapy techniques (i.e., problem-solving, skills training, exposure,
contingency management) (63) that had garnered considerable empirical
support for several other disorders. However, Linehan (1) found in clinical
practice that an approach purely geared toward behavioral or cognitive
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change was exceedingly difficult to implement, rarely effective, and mirrored
the invalidating environment. Patients reacted negatively to an excessive
focus on change and often dropped out of treatment or had considerable dif-
ficulty accepting and implementing treatment recommendations. Essentially,
the need for change (thesis) generated the need for acceptance (antithesis).
Linehan drew from her own practice of Zen meditation and Christian con-
templative prayer and began to integrate the principles of Zen (64) and the
associated practice of mindfulness (65) in order to provide a balance for
the change-based interventions characteristic of the treatment at its outset.

2.5. Zen, Mindfulness, and Acceptance

In several ways, the principles of Zen are consistent with dialectical philoso-
phy. In Zen, reality is in a constant state of change, developing emerging
properties through the transaction and integration of diverse elements
(66). At the same time, each moment is complete by itself; the universe is
perfect as it is, and there are no discrete elements; the universe and all the
elements of it are one integrated whole (64). Zen encourages acceptance
of ‘‘what is’’ without change. Indeed, Zen teaches that suffering is inevitable;
consequently, the root cause of suffering is attachment to any state or
experience (i.e., ‘‘non-suffering’’). Quite paradoxically, freedom from suffer-
ing involves letting go of attachments, often including the very attachment
to freedom from suffering (66). Attachment produces suffering largely
because it is impossible to harness any one moment or experience in a con-
stantly changing universe, and because we all are one with a universe in
which suffering and pain are inevitable. Many of the practices in Zen involve
letting go of attachments and becoming ‘‘one’’ with current experience,
without judgment or any effort to change ‘‘what is.’’ Zen also encourages
students to use skillful means, and to find a middle path between extremes
or polarities. The essence of Zen practice involves activities that fall under
the umbrella of mindfulness, or ‘‘keeping one’s consciousness alive to the
present reality’’ (65).

The influence of Zen and mindfulness on DBT has produced several
therapeutic strategies geared toward expressing acceptance toward the
patient, and/or helping the patient to increase acceptance of self and others.
The therapist strives to balance change-based behavioral techniques with
validation, which involves being awake to, accurately reflecting, and convey-
ing the acceptance of the patient’s behavior, thoughts, or feelings. Valida-
tion also involves interacting with the patient in a genuine manner (1,67).
Although the strategy of validation derives primarily from client-centered
approaches, the inclusion of this strategy in DBT and the style with which
it is delivered are influenced considerably by an emphasis on being awake,
open, and non-judgmental that is characteristic of Zen practice. In terms
of skills, the patient is taught mindfulness, which involves being awake to
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‘‘what is’’ and participating in life non-judgmentally and skillfully. Mindful-
ness in DBT differs from that of other approaches (i.e., 68–70) in that the
ultimate goal is not to achieve an objective ‘‘distance’’ from one’s experience,
but rather to enter into, participate, and become ‘‘one with’’ one’s experi-
ence. Other acceptance-oriented skills involve having the patient observe
their current emotional experience, or radical acceptance of current or past
experiences. The undercurrent of these approaches is a Zen-influenced
awakeness and openness to the experience of the present moment, applied
both to the therapist and to the patient.

3. DBT AS A COMPREHENSIVE TREATMENT FOR BORDERLINE
PERSONALITY DISORDER

Dialectical behavior therapy incorporates dialectical theory, behavioral
science, and Zen practice into a treatment package for individuals with BPD.
Given the complex, severe difficulties seen among individuals with
BPD, DBT is a very comprehensive treatment. Based on the theory that
BPD results from a deficit in emotion regulation skills combined with emo-
tional vulnerability, DBT addresses the following five functions: (a) increas-
ing behavioral capabilities through weekly, group-based behavioral skills
training focused on teaching skills to regulate emotions, tolerate emotional
distress when change is slow or unlikely, increase effectiveness in interperso-
nal contexts, and to control attention in order to skillfully participate in the
moment; (b) improving motivation to change and reducing behaviors incon-
sistent with developing a life worth living through weekly individual therapy,
which involves a combination of behavioral, cognitive, and acceptance-
oriented interventions; (c) assuring that new capabilities generalize to the
natural environment by including a variety of strategies such as in vivo
and telephone skills coaching in individual therapy; (d) structuring the envir-
onment, particularly the treatment network, to reinforce patient skillful
behaviors, and (e) actively working to enhance therapist capabilities and
motivation to treat patients effectively through weekly therapist consultation
team meetings. The overarching goal of DBT is to help the patient to estab-
lish a life worth living by reducing emotionally dysregulated behaviors.

3.1. Individual Therapy: Improving Motivation and Targeting
Behavior Change

Individual therapy in DBT typically takes place on an outpatient basis, once
per week for approximately 1 hour and is focused on enhancing patient
motivation to change and directly targeting dysfunctional behaviors. The
individual therapist encourages between-session contact (called telephone
consultation) in order to (a) help the patient transfer or generalize new beha-
viors to their natural environment, and (b) provide crisis intervention and
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coaching on skillful behavior before the patient engages in destructive or
life-threatening acts (1). To target behavior, the individual therapist makes
use of problem-solving, cognitive restructuring, exposure interventions, and
specific treatment protocols that have demonstrated efficacy for co-morbid
axis I disorders (71). To enhance motivation, the therapist uses specific com-
mitment and motivational enhancement strategies, and helps the patient
arrange and manage contingencies in order to reinforce functional behavior
and to extinguish dysfunctional behavior both within and outside the ther-
apeutic relationship.

The primary vehicle for implementing treatment in individual therapy
is the chain analysis, conducted in the context of individual therapy. Essen-
tially, the therapist organizes behavioral targets in the following hierarchy
according to those factors most likely to eliminate the patient’s likelihood
of developing a life worth living: (a) life-threatening behaviors, including sui-
cidal behavior, ideation, and urges, as well as non-suicidal but deliberate
self-injury and other potentially life-threatening behaviors; (b) therapy inter-
fering behaviors, such as missing sessions, aggressive behavior toward the
therapist, and lack of engagement or commitment to therapy; (c) quality
of life interfering behaviors, including problems associated with DSM-IV
Axis-I disorders, problems in living (finances, housing, etc.), or other diffi-
culties that threaten quality of life; (d) behavioral skill deficits, and (e) sec-
ondary targets, such as dialectical patterns (discussed above) involving
extreme behavior and thinking. The patient self-monitors these behaviors
using self-monitoring forms called diary cards, and the therapist highlights
and targets the highest priority behaviors that have occurred since the last
session.

After highlighting high-priority behaviors, a detailed chain analysis is
conducted in order to determine, in minute detail, the antecedent events that
increased the likelihood that the behavior would occur (vulnerability factors
or establishing operations), the proximal stimuli or prompting events for the
behavior, and the consequences of the behavior. Although the chain analysis
appears similar to a behavioral analysis (72,73), it actually is much more spe-
cific, focusing on moment-to-moment changes in external conditions, emo-
tions, thoughts, behaviors, and consequences. Whereas a behavioral analysis
is broad, focusing on delineating patterns of behavior and their controlling
variables, a chain analysis is a detailed evaluation of a single chain of beha-
vior (1). Ultimately, the DBT therapist arrives at a behavioral analysis of
problem behaviors by integrating information across several chain analyses.

During the chain analysis, the therapist emphasizes those components
of emotion dysregulation that support or maintain problem behavior. Emo-
tions are considered ‘‘whole-system responses’’ consisting of several closely
linked components: physiological activation, subjective experience, cogni-
tion, and expressive and action tendencies (74). Consistent with dialectical
theory, each of these components is both discrete and part of the overall
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emotion system. Changes in any one aspect of the emotional response lead
to changes in the system as a whole; consequently, the DBT therapist pays
considerable attention to all aspects of emotional responses that occur
within the chain of events leading up to the target behavior. Interventions
target such factors as events that increase emotion vulnerability, emotional
arousal, emotional expressive behavior, modification of the stimuli that gave
rise to intense emotions, and inhibition of mood-dependent action urges.

The way in which the chain analysis is conducted mirrors the dialecti-
cal theoretical approach, in that the therapist fluidly moves back and forth
between assessment and treatment. Essentially, the therapist weaves accep-
tance and change-based interventions (problem-solving, solution genera-
tion, didactic information, contingency management, and behavioral skills
training) directly into the chain analysis. Consequently, not only is the
patient exposed to discussions of stimuli that elicit emotional responses
and problem behaviors, but also is provided with interventions geared
toward changing the emotional response or the behaviors associated with
the emotional response. This quick interweaving of assessment and treat-
ment may increase the likelihood that the cues or prompting events will
become classically conditioned to problem-solving and solution generation.
The detailed rehearsal of these events in memory also may enhance the
patient’s episodic memory for patterns of events that lead to problem beha-
vior. In addition, such rehearsal exposes the patient to stimuli that elicit dys-
regulated emotional responding in a safe environment (non-reinforced
exposure), thereby allowing the patient’s emotional responses to habituate
(75).

3.1.1. Dialectical Strategies

In addition to balancing acceptance and change during the chain analysis,
several specific therapy interventions fall under the rubric of ‘‘dialectical
strategies.’’ These strategies include maintaining a balance between irrever-
ent and reciprocal communication, magnifying tension through the devil’s
advocate or other such strategies (i.e., entering the paradox, extending),
actively working for a synthesis of polar opposites, the use of metaphors,
and the use of movement, speed, and flow in session to keep the patient
somewhat ‘‘off balance.’’ Each of these strategies has in common the func-
tion of balancing or synthesizing polarities occurring in the session. For
instance, the devil’s advocate strategy may be used to strengthen a patient’s
commitment to therapy by providing an argument against committing to
therapy, thereby prompting the patient to argue for commitment. Such stra-
tegies keep the patient slightly off balance, getting the patient to ‘‘jump
track’’ when they are stuck in a rigid pattern of behavior or cognition.
The DBT therapist weaves these interventions fluidly into the session, oscil-
lating the speed or intensity of interacting with the patient. Like irreverent
communication, dialectical strategies often are unexpected. Finding that
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they cannot always predict their therapist’s behavior, patients must remain
‘‘awake’’ and attentive to what might happen next in the session.

3.1.2. Skills Training: Enhancing Capabilities

Given the difficulty involved in teaching new behavioral skills in the context
of individual therapy focused on crisis management, improving motivation
to change, and reduction of severe, life-threatening behaviors, behavioral
skills training occurs separately from individual therapy. The DBT skills
training typically occurs in an outpatient group once per week for 1 to 2 1

2
hours and involves building skills in the areas in which BPD patients have
deficits. The format of the group is largely psychoeducational, involving
time spent reviewing ‘‘homework’’ assignments for the practice of new
skills as well as instruction on new skills. The therapist applies behavioral
principles to shaping, reinforcing, and generalizing skills, making use of
‘‘homework’’ assignments, in-session practice, and other skill acquisition
strategies (3).

Acceptance and Change in Skills Training: The DBT skills trainer tea-
ches sets of skills that can be divided into those that promote change, con-
sisting of the emotion regulation and the interpersonal effectiveness modules,
and those that promote acceptance, consisting of the mindfulness and the
distress tolerance modules. However, even within specific skill modules,
there exists a balance of acceptance and change-based skills. For instance,
interpersonal effectiveness skills largely involve helping the patient learn
to decrease interpersonal chaos by maintaining awareness of personal goals
(i.e., to maintain self-respect; achieve an objective, or maintain a relation-
ship) and behaving in a manner consistent with achieving those goals.
Change-oriented skills involve meeting personal objectives by making or
refusing requests or expressing opinions in a direct, clear, and assertive man-
ner. Acceptance-based strategies involve the skillful use of validation, empa-
thy, and understanding in order to help maintain relationships. Essentially,
the patient is taught many of the interpersonal skills used by therapists;
namely, the balancing of validation and change. Distress tolerance also
involves a balance of skills focused on temporarily escaping the current
emotional experience through distracting activities and Zen-influenced skills
that foster radical acceptance of the current moment. Mindfulness skills spe-
cifically include observing, describing, and participating fully in one’s
actions and experiences, in a non-judgmental and one-mindful manner. At
the same time, there is a focus on taking effective action (effectiveness), or
using skillful means, based in Zen practice (64). Effectiveness or ‘‘skillful
means’’ involves acting skillfully, either to alleviate or change emotional
experience or to fully enter into the current moment.

Emotion Regulation Skills: Perhaps most closely linked with the bio-
social theory are the emotion regulation skills. In DBT, emotion is viewed as
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a full-system response (1) that occurs in reaction to emotionally evocative
stimuli; consequently, emotion regulation skills in DBT target many aspects
of the emotional system. Some of these strategies target stimuli, thoughts, or
events that function as antecedents to emotional responses; other strategies
target the emotional experience once it already has begun to occur (for a dis-
cussion of antecedent vs. response-focused emotion regulation, see Ref. 76).

One set of strategies that target antecedents involves reducing vulner-
ability to emotions. Patients are taught skills that target the antecedent
events that may increase vulnerability to emotional arousal, such as redu-
cing the usage of mood-altering substances, regulating sleep and eating
habits, using medications as prescribed, etc. Other skills focused on modify-
ing antecedents broadly involve behavioral activation (BA), one of the
active ingredients in the cognitive-behavioral treatment of depression (77).
Behavioral activation in DBT involves increasing the frequency of activities
that enhance self-efficacy (i.e., ‘‘mastery’’ activities) as well as increasing
positive or pleasant events, setting and working toward short and long-term
goals, and improving relationships (3). Abundant evidence suggests that BA
is efficacious in treating depression (77–79), possibly by enhancing self-
efficacy and increasing positive emotional experiences. The rationale for
including BA in DBT is similar: an increased frequency of response-contin-
gent positive reinforcement should result in a greater frequency of behavior
and positive affect, and thereby protect against overwhelming negative emo-
tions. In addition, BA may broaden the patient’s repertoire of potential
responses to unwanted emotions. Indeed, some researchers have suggested
that BA may reduce suicidal behavior by increasing the strength of more
effective responses to emotional distress (80). In this way, BA may also
constitute a response-focused strategy, occurring after an emotion and an
associated action urge have been elicited.

Response-focused strategies include increasing the awareness of emo-
tions, mindfulness of current emotional experience, and acting opposite to
the action urges associated with emotions. To increase awareness of emo-
tions, patients are taught to recognize the stimuli, interpretations, facial
expressions, and action urges, and behaviors associated with specific emo-
tions. Enhanced awareness assists the patient in discriminating situations
in which specific skills are needed. Given that different emotions may
require different regulation skills, awareness or discrimination of emotional
states is a fundamental skill. For instance, the skills needed to reduce anxiety
(e.g., relaxation exercises, exposure, diaphragmatic breathing) are rather
different from those that are effective in regulating sadness or depressive
emotions (e.g., behavioral activation). Accurately discriminating the specific
emotion is critical in choosing the most effective skill.

Mindfulness of the current emotional experience involves applying
the core mindfulness skills (observing, describing, and participating one-
mindfully, without judgment, and with a focus on effectiveness) to the current
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emotional experience. These skills teach patients to observe and describe the
physiological sensations associated with the current emotional experience.
By stopping and observing rather than acting on the current emotion, the
individual is able to experience the changing nature of emotional experience.
Essentially, the patient learns that emotions come and go and do not need to
be changed or eliminated. At the same time, mindfulness may provide an
opportunity for non-reinforced exposure to emotions, thereby allowing the
emotional response to habituate, and diminishing the link between the
stimulus and the emotional response (81,82).

Opposite Action: A Core Intervention in DBT: Opposite action is a
response-focused emotion regulation strategy that cuts across many facets
of DBT and is used to regulate a range of emotional responses. Opposite
action is historically rooted in the behavioral principle of reciprocal inhibition
(81) that has formed the foundation for efficacious exposure-based treat-
ments for anxiety disorders, such as post-traumatic stress disorder (83),
obsessive-compulsive disorder (84), and panic disorder (75). Opposite action
is based on the theory that acting in a manner consistent with the action asso-
ciated with an emotion increases the likelihood that the emotion will recur
under similar conditions in the future. For instance, when the emotion is
anxiety, the action urge is to escape or avoid the situation, which is a very
functional response when the situation involves threat of harm (e.g., encoun-
tering a grizzly bear on a hiking trail). However, when there is little or no
threat of harm (e.g., public speaking), escaping the situation functionally
reinforces the anxiety and prevents the individual from learning that the
situation is not threatening. In contrast, approach behavior is opposite and
inconsistent with escape. Repeatedly approaching the feared situation in
the absence of any fearful event, along with blocking the escape response,
weakens the link between the situation and the anxiety. Although opposite
action primarily has been applied to anxiety, emotion dysregulation occurs
across multiple emotions (both positive and negative) in BPD; consequently,
opposite action in DBT targets a broad range of emotions (e.g., shame, guilt,
unjustified love, sadness, fear, anger). For any of these emotions, the first step
involves determining whether the emotion is justified or functional. If the
emotion is unjustified or dysfunctional, opposite action involves (a) exposure
to emotionally evocative cue or stimuli, (b) blocking of the behavior
prompted by the emotion’s action urge, and (c) substituting a behavior that
is opposite to or inconsistent with the action associated with the emotion.

In contrast to exposure and response prevention, opposite action
involves actively replacing an emotion-consistent behavior with an emo-
tion-inconsistent behavior. For instance, when the emotion is anger, the urge
is often to ruminate about the anger-provoking situation or to behave aggres-
sively (85,86). Recent evidence has indicated that people may engage in rumi-
nation, aggression, or venting to regulate their anger, but that these behaviors
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actually re-kindle or amplify the experience of anger (87,88). In contrast,

opposite action involves avoiding the anger-provoking situation and enga-

ging in activities that are incompatible with anger, such as making under-

standing or empathetic statements, or actively working to generate caring

or understanding for the person with whom the patient is angry. Over time,

the very stimuli that initially elicited anger become conditioned to a lower

intensity of anger and potentially to incompatible emotions (i.e., empathy).
Emotional responses include not only the subjective negative arousal

(anger), but also expressive tendencies and facial, muscular, and postural

changes. Each of these responses may contribute to the experience of the

emotion. Pioneered by Ekman (89), a growing body of literature has estab-

lished a connection between facial expressions of emotion and emotional

responses (90). In fact, changes in facial expression may not only reflect

emotional responses, but may be instrumental in modulating the duration,

intensity, or even activation of emotional experience (91–95). Based on this

research, opposite action involves having the patient engage in emotion-

expressive behavior that is incompatible with the unwanted emotion. For

instance, a person experiencing shame might be taught to block the tendency

to hide, lower their head, or sit in a rigid, slouched position (96,97), and

instead to sit up straight, make eye contact, and verbalize the behavior or

event of which they are ashamed. The theory is that engaging in emotional

expressive behavior incompatible with alternative emotional responses will

produce those responses.
Although opposite action sometimes involves engaging opposite

thinking, the mechanism of change in DBT differs from that of cognitive

approaches. Opposite action is similar to behavioral experiments used in

cognitive therapy (e.g., 98); however, in DBT, the opposite behaviors are

repeated (e.g., the anxious person stays in the feared situation) until distress

diminishes in a manner similar to an exposure trial. The patient is exposed

to emotion cues, and emotion-consistent behaviors are blocked. From a

cognitive standpoint, changes in cognition based on the garnering of new

evidence constitute the primary mechanism of change. In contrast, from a

DBT perspective, opposite action reverses emotion action tendencies, causes

amelioration of dysfunctional emotional responses, and generates different

or incompatible emotions. Over repeated trials in session and in the patient’s

natural environment, the patient replaces the dysfunctional emotional

response with a more effective or useful emotional response, or at the very

least, the same response at a lower level of intensity. From a behavioral

perspective, the patient’s potential repertoire of emotional response to a

given stimulus is broadened, and responses that are more functional move

higher up in the response hierarchy.
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3.1.3. Therapist Consultation Team: Enhancing Therapist
Skill and Motivation

The frequent high-risk behaviors and difficulty in forming and maintaining
a therapeutic alliance, along with the need to coordinate a comprehensive
treatment across different therapists and settings, can make it difficult for
therapists to maintain motivated and skillful treatment. In order to address
this issue, DBT involves a specific mode of treatment focused on monitoring
and enhancing therapist effectiveness and motivation. According to dialec-
tical theory, the patient and therapist are in a dynamic transaction, influen-
cing both patient change and therapist effectiveness. Behaviorally, the
therapist is just as prone to the influence of behavioral principles of reinfor-
cement and punishment as is the patient. With challenging patients, the
patient and therapist may transact in such a manner that the patient pun-
ishes effective treatment and reinforces iatrogenic behavior. The therapist
consultation team was designed to address these issues. The therapist con-
sultation team essentially involves applying DBT principles to therapists
who treat patients with BPD. The team includes individual DBT therapists,
skills group leaders, prescribing psychiatrists or nurses, social workers, psy-
chiatric nurses and aids providing milieu therapy, back-up therapists, and
other such individuals.

The team functions as a micro-level ‘‘community’’ of providers who
typically meet once per week and make specific agreements, which promote
effective therapy. The dialectical agreement involves agreeing to accept the
dialectical philosophy that there is no absolute truth, and that the therapist’s
job is to search for a synthesis between two opposing or polar positions. The
consultation-to-the-patient agreement involves agreeing that the primary goal
of the consultation team is to improve the therapist’s skill and essentially not
to do things for the patient or other therapists that they are quite capable of
doing themselves, with consultation and coaching. The consistency agree-
ment involves agreeing to accept diversity and change as natural life occur-
rences. Additional agreements involve agreeing to observe therapeutic limits
and adopt a non-judgmental stance toward other therapists’ limits (obser-
ving limits agreement); utilize non-judgmental or empathetic interpretations
of patients’ or therapists’ behaviors ( phenomenological empathy agreement );
and to accept that all therapists will inevitably make mistakes ( fallibility
agreement) in treating borderline patients (or any other patients, for that
matter). Each of these agreements is consistent with the philosophies of
dialectics and Zen that influence DBT.

The team itself involves applying DBT directly to therapists. As such,
the focus of each discussion is on the therapist’s behavior in treating the
patient, and less so on the patient’s symptoms or problems. A system is
established in which the transactions between patient and therapist are
brought into the team; consequently, the patient influences the team, and
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the team influences the patient’s treatment through interactions with the
therapist. Changes in any subsystem (i.e., patient/therapist; therapist/team)
influence the treatment system as a whole. The team helps to maintain the
therapist’s motivation to treat the patient, while the therapist works to keep
the patient in treatment. Team members also provide support and training
for the therapist within a dialectical framework that maintains and refreshes
the therapist’s perspective on treatment. As with DBT for patients, the con-
sultation team involves targeting certain therapist behaviors that may occur
within or outside the team, including being late, unprepared, or not partici-
pating during meetings; speaking in a judgmental or derogatory manner;
self-denigration or invalidation; defensiveness; unmindful/inattentive beha-
vior; or treating the patient or other team members as ‘‘fragile’’ or incap-
able. When these behaviors occur, team members highlight and target
them, encouraging the therapist to replace dysfunctional behaviors with
functional behaviors. As with individual therapy (although not a formal
part of the consultation team), team members are available to one another
in between team meetings for consultation, supervision, or support regard-
ing difficulties in treating patients.

4. MECHANISMS OF PATIENT CHANGE IN DBT

Having established that DBT is an efficacious treatment for women with
BPD, researchers are beginning to turn their attention to an emerging ques-
tion: How does DBT work? Although the issue of mechanisms of change
has been addressed to some extent in the writings of Linehan and others
(99), studies have barely begun to address this issue. Mechanisms of change
can be conceptualized in terms of which therapeutic strategies are necessary
and sufficient to produce change, or in terms of those changes in the patient
that mediate treatment effects (5). The present discussion focuses on changes
in the patient, based on the biosocial theory of BPD.

Theoretically, all of the strategies used in DBT to change borderline
behavioral patterns can be distilled down to the following process: reduction
of ineffective actions linked with dysregulated emotional responding. In this
sense, almost all of the interventions in DBT encourage the patient to act
in a manner inconsistent with the action urges associated with dysregulated
emotions. Behaviors such as suicide attempts or non-suicidal self-injury are
conceptualized as natural sequelae of dysregulated emotions, or as behavior
that may function to regulate these emotions (1). Therefore, the primary
goal of DBT is to help the patient to act in a manner inconsistent with
the actions compelled by dysregulated emotional states. The primary
mechanism responsible for change in the indicators of treatment outcome
(i.e., reduced parasuicidal behavior; improved social functioning; reduced
depression, and hopelessness) (6) involves changes in the behavioral compo-
nents of the patient’s emotional responses.
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In contrast to other cognitive behavioral approaches, DBT more
strongly emphasizes the emotion system and conceptualizes patient change
as directly linked with the behaviors targeted in treatment. Essentially,
changes in behavior linked with emotion dysregulation constitute the pri-
mary mechanism of change. However, DBT does not view emotion dysregu-
lation as a construct per se, but rather as a set of specific behaviors to be
targeted in treatment. Whereas cognitive approaches target the underlying
cognitive schemata presumed to underlie the disorder (98), DBT isolates
and directly targets the specific behavioral components of emotion dysregu-
lation. Although this distinction may appear subtle, it rests at the very core
of the behavioral philosophy underlying DBT. As a behavioral treatment,
DBT defines problem behavior in a pragmatic manner that permits direct
observation (by the patient and/or the therapist) and manipulation of those
factors presumed to control behavioral dysfunction.

Theoretical constructs (such as emotion dysregulation), although help-
ful in the conceptualization of BPD, are not directly modifiable; however,
the specific behaviors that comprise the domain of the emotion system
can be observed and directly modified. More specifically, key changes in
the patient may include enhanced control over attentional focus or pro-
blem-solving when under distress, improved inhibition of urges to act in
impulsive or self-destructive ways, and increased regulatory control over
emotion-related physiological responses (see Ref. 99 for a more detailed dis-
cussion of the mechanisms of patient change in DBT).

5. CLINICAL EXAMPLE

5.1. Patient Presentation

Joan was a 40-year old single, Caucasian, gay woman who initially pre-
sented for help after having been urged by her sister to contact our treat-
ment program. In terms of behavioral dysregulation, Joan presented with
an extensive history of parasuicidal behavior, including four prior suicide
attempts for which she was hospitalized and treated medically (the most
recent having occurred 3 weeks prior to her intake evaluation), and a long
history of cutting and burning herself. She also reported impulsive, mood-
driven behavior, including frequent binge-eating (three times per week),
heavy alcohol use, reckless driving, and difficulties with gambling. Joan
reported that many of these behaviors tend to occur when she experiences
strong emotional distress, and that they often are followed by a brief
reduction in her emotional arousal. She also noted that she sometimes cuts
or burns herself to ‘‘punish’’ herself after intense conflicts with her partner.

Joan also reported significant emotion dysregulation, as evidenced by
rapid mood shifts throughout the day and difficulty regulating her emo-
tional reactions. In particular, she reported that emotions such as shame,
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sadness, and anger tend to occur very quickly, become unmanageably

intense, and take several hours to diminish, unless she engages in some sort

of dysfunctional emotion regulation behavior.
In terms of cognitive dysregulation, Joan reported that when she is

under stress and overwhelmed at work, she becomes suspicious that others

are talking or thinking negatively about her clothing, body shape, or work

habits, and that they are ‘‘keeping track’’ of her mistakes in order to garner

evidence sufficiently damning to get her fired. In addition, Joan reported

considerable difficulty with concentration and attention at work when she

feels emotionally distressed.
Joan also reported interpersonal dysregulation, including intense, chao-

tic relationships with significant others, a tendency to become involved with

‘‘chaotic’’ men and women, and difficulty navigating therapeutic relation-

ships, particularly when the therapist is unavailable or unable to provide

a degree of help that is sufficient to alleviate her suffering.

5.2. Course of Treatment Pretreatment and Commitment

During the ‘‘pretreatment’’ phase of DBT, the focus of Joan’s treatment was

on helping her develop and strengthen her commitment to stopping dysfunc-

tional behaviors (i.e., parasuicidal behavior, self-damaging impulsive beha-

viors) and to learning new, more skillful behaviors. The therapist oriented

Joan to DBT, elicited commitment to treatment, and used a variety of stra-

tegies to strengthen Joan’s commitment. The excerpt below demonstrates

some of these strategies:

T: So, are you willing to agree that our goal here is for you not to

kill yourself, at least for this year of treatment? [asks for commit-

ment]

C: A year is a really long time.

T: I know, but I have to tell you, there’s no way this therapy is

going to help you if you’re dead.[irreverent; selling commitment]

C: Yeah, I guess you’re right. It just sounds so hard.

T: Absolutely, it’s going to be hard, but you’re lucky enough to

have me here to help you. I know we can find ways to build you

a life worth living. [cheerleading; building hope]

C: I think I can go a year without attempting.

T: Now, of course you know, it’s up to you. I mean, this is going

to be a lot of work. Wouldn’t you rather have a therapist who lets

you hurt yourself when you’re upset? [devil’s advocate]
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C: Maybe I would, but that won’t help me. I really need to stop
this [cutting; attempting suicide].

5.3. Treating Emotion Dysregulation

One of the key targets for Joan involved reducing suicidal and self-harm
behavior, by helping her find other, more functional ways to regulate her
emotional experiences. It became clear that these behaviors often were very
effective in reducing emotional arousal. In particular, cutting was often fol-
lowed by immediate relief, and thinking about suicide often led to a sense of
peace—for Joan, no matter how bad things got, she thought she could
always escape through suicide. The following excerpt demonstrates the ways
in which a DBT therapist might work with Joan to help her find other ways
to regulate her emotions.

T: So, you got the email from your ex [partner], and you started
thinking about how ‘‘terrible’’ you are at keeping relationships.
Now, you do know that ‘‘terrible’’ is judgmental [cognitive restruc-
turing of judgmental thinking]. Describe what you mean, and stick to
the facts.

C: Well, I was thinking that I always do something to push the
other person away. Like, I’ll drink too much and yell a lot.

T: Is it safe to say that you were ruminating, or thinking over and
over again about how you screwed up in the past? [validation: accu-
rately reflecting patient behavior].

C: Yeah, I was ruminating.

T: OK, what emotion were you feeling? [focus on emotions].

C: I don’t know... I think it was sadness.

T: Sadness. How do you know you were sad? [focus on gathering
specific information about emotions].

C: I had a sinking feeling in the pit of my stomach, and I felt the
urge to cry and hide.

T: Great description of sadness, by the way [reinforcement]. Was
there any shame? [validation—reading unspoken emotions].

C: Yes, I felt ashamed of what I did to my ex.

T: OK, so have I ever taught you the skill to use when you’re
ruminating? I don’t think I have. Ruminating and worrying help
you escape from emotions. You have emotions you don’t want,
then you start ruminating, and the thoughts actually distract you

Dialectical Behavior Therapy for Borderline Personality Disorder 233



from the emotions. But, the more you think, the more upset you

become, and the more you think to distract yourself even more

[didactics on rumination]. Have you noticed that?

C: Yes!

T: Alright, so the first thing to do is to ask yourself, ‘‘Can I solve

this problem right now?’’ If you can’t solve it, the skill to use is to

focus your attention on the bodily sensations of your emotions.

Whenever you notice yourself ruminating, bring your mind comple-

tely back to your body [instruction in skill of observing emotion].

Practice that right now.

5.4. Targeting Suicidal Ideation

The following illustrates how a DBT therapist might use cognitive modifica-

tion and emotion regulation skills with a patient who has just attempted

suicide. Joan recently had attempted suicide by taking several benzodiaze-

pines. It was apparent that her suicide attempt was an attempt to escape

from sadness about the loss of an intimate relationship. The therapist

focuses on the part of the chain of behavior that involves feelings of sadness.

T: You were thinking that killing yourself would do what?

C: I wouldn’t have to deal with all of this pain all the time.

T: Hmmm... I don’t know about that. We don’t really know what

happens when people kill themselves. I’ve never met someone who

successfully committed suicide. For all we know, things may be

worse! [cognitive modification; irreverent style]. In any case, it

sounded like you really wanted out. Did you want to be dead, or

did you want out of the pain? [inquiry about function of suicide

attempt]

C: I wanted out of the pain.

T: I can totally understand why you would want out [validation].

But there’s a difference between wanting to be dead and wanting

escape from pain. Do you see that?

C: Yeah, I guess I do.

T: Right, so what you’ve got to do whenever you get a thought

about suicide is tell yourself, ‘‘I don’t want to be dead. I just want

peace, or escape.’’ [cognitive modification; teaching new skill]. Try

that [dragging out behavior—having patient practice the new skill]

C: ‘‘I don’t want to be dead. I just want peace.’’
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T: I’m so glad you want peace instead of to be dead [therapist self-
disclosure]. We can work on peace, but I’m not willing to work on
making you dead! [irreverent style]. Alright, so the skill here is to
also ask yourself how you can get some peace. Now, what was
the emotion you wanted escape from? [focus on emotions].

C: Sadness, mainly . . . .

T: OK, let’s figure out what you could do about that [collabora-
tive; problem-solving].

5.5. Emotion Regulation Skills

T: You also were feeling some shame, weren’t you? [validation—
reading and reflecting unspoken emotional experiences].

C: Yes . . . It’s like the only thing I have to feel proud of is that I
have worked hard in therapy for 6 months, and I’m doing a lot better.

T: Interesting. So, you put all this work and improve your life, but
you can’t get a sense of accomplishment [highlighting and building
insight about a dysfunctional pattern]. We’ve got to work on this.
If you feel shame instead of pride or happiness about your accom-
plishments, what on earth is going to keep you going?[clarifying the
contingency, or problem, associated with feeling shame after making
accomplishments].

C: I know...

T: Is this shame justified or not? [dragging out behavior—getting
patient to figure out whether emotion is justified or not].

C: I guess it’s not. Nobody’s going to reject me for doing well and
improving myself.

T: Absolutely right! [positive reinforcement]. What is your action
urge [asking about urges associated with shame]?

C: I just want to hide or disappear somewhere [patient is looking
down].

T: OK, so you’ve got to do the opposite. Look up, sit up straight,
and make eye contact [dragging out behavior—having patient prac-
tice opposite action skills].

C: OK.

T: Now, say the following, ‘‘I worked really hard, got a job and a
partner, and I am way less depressed than I was when I started.’’

C: OK... [patient repeats what the therapist said].
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T: Excellent! [reinforcement]. You’re going to have to tell your
friend Sally this, too. Opposite action for shame is about making
these things public.

C: I still feel some shame about being borderline and cutting and
stuff.

T: Now, I’ve got to tell you, shame about being a person with a
mental disorder, or about cutting yourself, could be justified.
Society puts a huge stigma on people with mental disorders, and
you likely would be rejected if lots of people knew. In that case,
the thing to do is to stop cutting and work on stopping disordered
behavior... and you’ve done that! [reinforcement].

5.6. Course of Treatment

Joan received DBT for a 12-month period, including 52 weeks of individual
therapy and group-based skills training. At the beginning of treatment, Joan
was cutting herself every week. At the end of treatment, she had gone for 4
months without cutting and had not made a suicide attempt for 6 months.
She had stopped drinking alcohol excessively and cut her bingeing down to
once per month, got a job, and got out of an abusive relationship with her
ex-partner. Joan continued to report considerable emotional vulnerability
(including high sensitivity and reactivity, and slow return to emotional base-
line), but she had reduced almost all of the dysfunctional behaviors she pre-
viously had used to regulate her emotions. Joan had a history of childhood
sexual abuse, and with her behavior under control, was ready for the second
stage of DBT, which for her, focused largely on experiencing avoided emo-
tions and an empirically supported protocol involving exposure therapy for
trauma.

6. SUMMARY

In summary, DBT is a comprehensive behavioral treatment for BPD based
in behavioral principles, dialectical theory, and Zen practice. It is based on
an empirically informed theory of the development of BPD that incorpo-
rates the interplay of biology/temperament and environmental factors,
and emphasizes emotion dysregulation as the core feature of the disorder.
Dialectical behavior therapy involves the combination of a variety of treat-
ment modes (individual, skills, therapist consultation team) within a com-
prehensive treatment package designed to address the behavioral
difficulties of BPD patients by enhancing patient motivation and skill,
directly targeting dysfunctional behaviors and emotion dysregulation, and
by providing a context for treatment that promotes therapist motivation,
skill, and effectiveness. Several well-controlled trials have supported the
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efficacy of DBT, warranting its designation as an efficacious and specific

treatment for BPD. Future directions in the development of DBT involve

determining which aspects of the treatment approach (i.e., individual ther-

apy vs. skills training) are necessary and sufficient for the treatment to be

efficacious, examining the mechanisms of patient change in DBT (99), and

extending this approach to other populations and clinical disorders (5). Ulti-

mately, this research promises to further develop and refine DBT and to

enhance the lives of the patients for whom this treatment was designed.
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1. OVERVIEW

Pharmacotherapy is a common form of treatment for borderline personality
disorder (BPD) (1–3). It may stabilize the patient so that they can better use
psychotherapy. It is also possible, as is reviewed in other chapters of this
book, that there may be certain temperamental or biological vulnerabilities
within the borderline patient, which may be helped by medication, so that
pharmacotherapy may be valuable in and of itself. In this chapter we will
review studies of pharmacotherapy in BPD, emphasizing past influential
studies and recent double-blind, placebo-controlled studies.

2. EARLY STUDIES

Psychiatrists have been studying the use of medication for the relief of symp-
toms in patients with BPD since at least 1954. Diagnostic criteria have been
refined considerably since then, so it is difficult to draw firm conclusions
from these earlier studies. However, they are interesting in that they
illustrate the ongoing difficulty in determining which class of medications
leads to the best response. Harold Pennes (4) conducted the first medication
study of patients with pseudoneurotic schizophrenia. This term described
patients with extreme anxiety, agitation, and phobias, but no delusions,
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hallucinations, or thought disorder (5). Many of these subjects probably
would have met DSM-IV criteria for BPD and/or schizotypal personality.
Pennes treated 55 patients, 20 of whom he described as having symptoma-
tology of a ‘‘predominantly severely neurotic type in a basically schizophre-
nic framework’’ with amytal, amphetamine, mescaline, or D-lysergic acid
diethylamide (LSD) in an open fashion. He reported that the patients did
better with the first two treatments and (perhaps not surprisingly) worse
with the latter two. This study was the first to attempt to distinguish between
different medications in what we could now call Axis-II patients, many of
whom would probably have met criteria for BPD.

Ten years later, Vilkin (6) reported on a double-blind study comparing
trifluoperazine, meprobamate, and the then just introduced diazepam in 48
‘‘chronic borderline’’ patients. The response was best to diazepam. In
another double-blind study, Donald Klein (7) found that 32 inpatients diag-
nosed with pseudoneurotic schizophrenia responded better to imipramine
than chlorpromazine. However, the high doses of chlorpromazine (up to
1200mg per day) may have compromised its efficacy. Hedberg et al. (8) con-
ducted a double-blind cross-over study of 28 pseudoneurotic schizophrenic
patients comparing trifluoperazine with tranylcypromine, and again the
antidepressant performed better. Montgomery and Montgomery (9) studied
flupenthixol, a depot antipsychotic agent, in a placebo-controlled study of
suicide attempts in 30 patients, 23 of them with DSM-III BPD, and
found a significant reduction in the number of suicide attempts in the
flupenthixol-treated group. This has been one of the few studies with such
a response.

Soloff et al. (10,11) investigated the efficacy of haloperidol, a first-
generation antipsychotic agent, in a 4-year study of 90 consecutively
admitted inpatients in an attempt to show that cognitive symptoms of BPD
responded to the antipsychotic agent. Low-dose antipsychotic agents were
effective against a broad range of symptoms, not just the cognitive symp-
toms, especially when the symptoms were severe. Some subjects taking ami-
triptyline experienced an increase in their referential thinking and about one
half of their amitriptyline non-responders actually became more demanding,
suicidal, and assaultive (12). The same group (13) compared haloperidol to
a monoamine oxidase inhibitor (phenelzine) to placebo in 108 patients and
were unable to replicate their findings of haloperidol’s efficacy.

Cowdry and Gardner (14) designed a complex study in which 16
female outpatients with BPD and a history of extreme impulsivity were
treated with four agents (tranylcypromine, trifluoperazine, alprazolam,
and carbamazepine) in a 4-way cross-over design. Despite the small number
of patients, this study has had much impact on the field, particularly the
finding that alprazolam led to disinhibition (15). They found that ‘‘the most
effective psychopharmacologic agent overall’’ was tranylcypromine, the
monoamine oxidase inhibitor (MAOI). This is in agreement with a study
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finding that phenelzine, another MAOI, was superior to imipramine and
placebo in borderline patients with a primary diagnosis of atypical depres-
sion (16), but contradicts the largely negative findings of Soloff et al. (13)
in which phenelzine was only effective against self-perceived anger and hos-
tility. In clinical practice, MAOIs are rarely used because of side effects,
such as weight gain, orthostatic hypotension, and the need to avoid
tyramine-containing foods.

3. NEWER ANTIDEPRESSANTS

Depression is very common in BPD (17), but, as noted above, tricyclic anti-
depressants and MAOIs are not well tolerated. The selective serotonin reup-
take inhibitors (SSRIs) are now widely used. Several open-label trials of
these agents have been conducted.

Norden (18) studied 12 of his own outpatients meeting DSM-III-R cri-
teria for BPD but not depression. He treated his patients with 5–40mg of
fluoxetine for 5–26 weeks. All 12 subjects improved and 75% were rated
as substantially improved. The symptoms most responsive to fluoxetine
appeared to be rejection sensitivity, anger, depressed mood, mood lability,
irritability, anxiety, obsessive-compulsive symptoms, and impulsivity.

Cornelius et al. (19) conducted an 8-week, open-label trial of fluoxetine
in five treatment-resistant patients meeting Diagnostic Interview for Border-
lines (DIB) (20) and DSM-III criteria for BPD. Patients with any current
major mood disorder or psychosis were excluded. All patients had been hos-
pitalized multiple times. The subjects had a significant decrease on 13 of 20
outcome measures covering multiple areas of psychopathology. Global
functioning improved from the marginal range to the good range.

Markovitz et al. (21) conducted a 12-week open-label trial of fluoxe-
tine. Twenty-two subjects, all treatment-resistant and meeting the DSM-
III-R criteria for BPD (n¼ 18) and/or schizotypal personality disorder,
were treated with 80mg per day. There was a significant reduction in self-
mutilation. Subjects improved on scales of the SCL-90 (22) measuring
general psychopathology, depression, anxiety, paranoia/psychoticism,
obsessive-compulsive symptoms, and interpersonal sensitivity.

Markovitz and Wagner (23) also conducted an open-label trial of ven-
lafaxine, a mixed norepinephrine/serotonin reuptake blocker, in 45 subjects
who met DIB and DSM-III-R criteria for BPD. Of these, 39 subjects [87%]
completed all 12 weeks of the trial. The average dose was 315mg per day
(SD¼ 96). The overall SCL-90 score decreased significantly.

Two double-blind, placebo-controlled trials of fluoxetine and one of
fluvoxamine have also been conducted. Salzman et al. (24) conducted a
13-week placebo-controlled, double-blind study of 22 mildly disturbed
symptomatic volunteers with BPD and borderline-like traits. The subjects
had mean Global Assessment Scale (GAS) (25) scores in the recovered range

Pharmacotherapy of BPD 245



at baseline. Thirteen were randomized to fluoxetine and nine to placebo.
Fluoxetine was associated with a significant decrease in anger, independent
of improvement in mood. Fluoxetine-treated subjects also improved signifi-
cantly more than placebo-treated subjects on measures of anxiety and
depression. Both groups showed a significant improvement on the GAS,
indicating a high degree of placebo responsiveness.

Markovitz (26) conducted a 14-week trial involving 17 borderline
patients, nine of whom were treated with fluoxetine and eight with placebo.
All 17 met DIB and DSM-III-R criteria for BPD. Sixteen of the subjects met
current criteria for a mood disorder (10 for major depression and six for
bipolar I or II disorder), and many also met criteria for a current anxiety
disorder. Subjects were treated with 80mg per day of fluoxetine. In the
fluoxetine and placebo groups, 78 and 89% of the groups completed the
trial, respectively. The subjects taking fluoxetine showed a significantly
greater response than those in the placebo group on all five of the study’s
outcome measures, including reductions in depression and anxiety. As all
but one of the study’s subjects also had a co-occurring affective or anxiety
disorder, it is not clear if fluoxetine was useful for the treatment of BPD
or the co-morbid mood/anxiety disorder.

Rinne et al. (27) conducted a placebo-controlled, double-blind trial of
fluvoxamine in the treatment of 38 women with DSM-IV BPD. About half
the subjects were outpatients and the other 50% were symptomatic volun-
teers. Many subjects had current co-morbid diagnoses of unipolar mood dis-
orders and anxiety disorders, including post-traumatic stress disorder
(PTSD). The subjects first participated in a 6-week double-blind, placebo-
controlled trial. Those treated with placebo then crossed over to fluvoxa-
mine treatment. All subjects then participated in a 12-week open-label
trial. Twenty of these subjects were randomized to fluvoxamine and 18 to
placebo. Retention was 76% after the full 24 weeks of the study were com-
pleted. Subjects treated with fluvoxamine had a significantly greater reduc-
tion in their rapid mood shifts (but not anger or impulsivity) than those
treated with placebo. The improvement in rapid mood shifts was not related
to diagnoses of concurrent mood disorder or PTSD.

Selective serotonin reuptake inhibitors in general are quite easy to tol-
erate, but can be associated with sexual dysfunction and akathisia. Some
authors have raised concerns about this class of medications being asso-
ciated with suicide attempts and actual suicide (28). In the first paper of this
kind published by Teicher et al., reporting on fluoxetine and suicidal preoc-
cupation (29), three of the subjects had concurrent BPD. Apart from the ori-
ginal paper of Teicher, there have been no other reports of an association
between suicidality and SSRIs in BPD. In a review of data from the UK
General Practice Research Database, consisting of more than 35 million
patient-years of information, Jick et al. (30) compared cases of deliberate
self-harm and then suicide, in a case-control design in which exposure to
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any of four antidepressants (amitriptyline, fluoxetine, paroxetine, or
deothiepin) was studied. Antidepressant prescription was indeed associated
with suicidal behavior, particularly within the first 9 days of prescription,
but there was no increase in suicidal behavior with the SSRIs in particular.

4. ATYPICAL ANTIPSYCHOTIC AGENTS

The first-generation antipsychotic agents, or neuroleptics, were associated
with poor long-term non-compliance, probably because of their side effects,
such as tardive dyskinesia and dysphoria. The second-generation anti-
psychotic agents, or atypicals, are easier to tolerate. The first atypical anti-
psychotic agent, clozapine, is perhaps the most effective of all of the
antipsychotic agents, but it has a variety of difficult side effects, including
agranulocytosis necessitating regular white blood cell monitoring (31).
There are several reports about the safety and efficacy of clozapine in sam-
ples of criteria-defined borderline patients. In the first study, Frankenburg
and Zanarini (32) studied the efficacy of clozapine in 15 borderline outpati-
ents meeting Revised Diagnostic Interview for Borderlines (DIB-R) (33) and
DSM-III-R criteria for BPD. All 15 also met DSM-III-R criteria for psy-
chotic disorder NOS and had a reported childhood history of severe abuse,
but none had concurrent major depression. They were followed from 2 to 9
months after beginning treatment and re-rated blind to baseline symptom
severity and level of psychosocial impairment on the Brief Psychiatric Rating
Scale (BPRS) (34) and GAS respectively. The average clozapine dose was
253mg (SD¼ 164). The patients had significantly decreased positive, nega-
tive, and general symptoms as well as significantly improved psychosocial
functioning. All patients complained of side effects, including sedation
(100%), weight gain (67%), nausea [60%], drooling [80%], and dizziness
[53%].

After 7 to 10 years of the original study, all subjects were contacted. Of
the 15, nine remained on clozapine. One subject remained on clozapine
alone and the other eight were prescribed multiple medications. Of the six
who stopped clozapine, five had done so because of side effects, and one
had stopped for unclear reasons. One dropout was on no medication
at all and doing well but all other dropouts were on other psychotropic
medication. Both patient groups had gained weight at the time of the second
follow-up. The average weight gain was 34(�26) lb for the continuers
and 35(�42) lb for the dropouts. The average weight of the continuers at
follow-up was 193(�48) lb and the average weight of the dropouts was
176(�47) lb.

No clear differences in outcome emerge from comparison between the
continuers and the dropouts, probably because all subjects and their physi-
cians presumably adjusted medications to achieve maximum functioning.
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All subjects’ functioning and DIB scores clearly improved from baseline.
The BPRS scores, however, remained at about the same level.

Some interesting findings emerged from this long follow-up. First, as is
widely clinically noted, severely ill patients are rarely treated with mono-
therapy. All but two subjects were on multiple medications. Moreover,
many subjects had been on different adjunctive medications, which fre-
quently changed. Second, there was a range of response to clozapine. In
some cases, clozapine continued to be extremely helpful, despite side effects.
In other cases the subjects could not tolerate the side effects. Overall more
than half of these very ill patients remained on clozapine 7–10 years after
it had been started despite the inconvenience of blood work every 2 weeks
(Frankenburg and Zanarini, unpublished data).

Benedetti et al. (35) also studied the efficacy of clozapine in a 16-week
open-label trial of 12 inpatients with DSM-IV BPD and severe psychotic-
like symptoms. Patients with current major depression, a history of bipolar
disorder or a psychotic disorder were excluded. All subjects completed the
trial. The average dose of clozapine was 44mg (SD¼ 19). The severity of
psychotic symptoms decreased significantly. Depression, impulsivity, and
affective lability improved significantly as did psychosocial functioning.
The discrepancy between the doses used by Frankenburg and Zanarini
and Benedetti is consistent with the observation that European psychiatrists
use lower doses of clozapine than do their American colleagues (36).

Chengappa et al. (37) also reported on the use of clozapine in seven
women with severe self-mutilation with BPD and persistent psychotic symp-
toms. These subjects were diagnosed with a variety of Axis-I psychotic
disorders and BPD and all had prolonged hospitalizations. Five of the
subjects had experienced severe and prolonged childhood abuse. Clozapine
treatment was associated with statistically significant reductions in self-
mutilation and increase in hospital privileges; four patients were discharged.

Parker (38) reviewed his experience in an Ohio state hospital, where
patients with borderline personality disorder were treated with clozapine.
Clozapine was well tolerated and was associated with greatly reduced time
in the hospital.

Schulz et al. (39) conducted an 8-week, open-label study of olanzapine
in the treatment of 11 symptomatic volunteers meeting DSM-IV criteria for
BPD and dysthymic disorder. The average daily dose at the end of the study
was 7.7mg (SD¼ 2.6) and the average weight gain was 8.9 lb (SD¼ 6.0).
There were significant reductions in 18 of the 30 outcomes studied, including
symptoms on the SCL-90: obsessive-compulsive, interpersonal sensitivity,
depression, anger-hostility, phobic anxiety, paranoia, psychoticism, and
overall psychopathology. Subjects also improved in general psychopathol-
ogy, schizotypal symptoms, and impulsivity. Aggression did not diminish,
but there was a significant improvement in the GAS score, with functioning
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moving from the fair range to the good range. Nine of the 11 subjects [81%]
completed all 8 weeks of the trial.

Zanarini and Frankenburg (40) conducted a 6-month, double-blind,
placebo-controlled trial of the efficacy of olanzapine in the treatment of
28 symptomatic female volunteers between the ages of 18 and 40 meeting
both DIB-R and DSM-IV criteria for BPD. These subjects were not cur-
rently depressed and had never met criteria for a bipolar spectrum disorder
or a psychotic disorder. Subjects were randomized on a 2:1 schedule; 19
patients were randomized to olanzapine and nine to placebo. The mean
daily dose at endpoint evaluation was 5.3mg (SD¼ 3.4). Olanzapine sub-
jects gained significantly more weight than placebo-treated subjects [2.9 lb
gain (SD¼ 5.7) vs. a mean 0.8 lb loss (SD¼ 2.6)], although the magnitude
of the weight gain was small. Olanzapine was superior to placebo in treating
all four core aspects of borderline psychopathology: affect, cognition,
impulsivity, and interpersonal sensitivity. No significant difference was
found for depression. Only ~40% of the subjects treated with olanzapine
and 11% of the subjects treated with placebo remained in the study all
24 weeks.

Bogenschutz and Nurnberg (41) conducted a 12-week placebo-
controlled trial of flexible doses of olanzapine in 40 patients with BPD.
Patients with schizophrenia, bipolar disorder, or current major depression
were excluded. Olanzapine was found to be significantly superior to placebo
when considering the total score of the nine BPD criteria, which were scored
on a 1-to-7 Likert scale.

Risperidone has also been studied in one open-label and one placebo-
controlled trial. Rocca et al. (42) conducted an 8-week, open-label trial of
risperidone in 15 patients meeting DSM-IV criteria for BPD. They did
not meet criteria for any Axis-I disorder. The patients had spent an average
of 12 weeks out of the past 12 months in hospital. The final mean dose of
risperidone was 3.3mg (SD¼ 0.5). The subjects reported significantly less
severe general psychopathology, anergia, hostility and suspicion, depres-
sion, and aggression. Measures of anxiety/depression as well as thought dis-
turbance did not change. Overall functioning as assessed by the GAS moved
from the marginal range to the fair range. Retention was high as 13 of the 15
subjects [87%] completed all 8 weeks of the trial.

Schulz et al. (43) completed a double-blind, placebo-controlled trial of
risperidone in borderline patients. These investigators found no significant
differences between risperidone-treated subjects and placebo-treated subjects.

Second generation antipsychotic agents are much easier to tolerate
than the first generation antipsychotics. However, they are associated with
some weight gain and dyscontrol of blood glucose and lipids. Periodic mon-
itoring of blood glucose and lipids and encouragement of patients to
exercise and eat properly are important.

Pharmacotherapy of BPD 249



5. MOOD STABILIZERS

There is a well-known overlap between some of the symptomatology of
BPD and affective disorders, leading some investigators (44) to suggest that
BPD is actually a form of affective disorder and that clinicians try mood sta-
bilizers in the pharmacotherapy of BPD. Investigators in the past found lim-
ited evidence for the efficacy of lithium in BPD (45). In the study described
above, Gardner and Cowdry (46) found that carbamazepine led to better
behavioral control in a small group of female outpatients with BPD. This
finding has not been replicated, and carbamazepine is difficult to use
because of its side effects, such as dizziness and double vision, and extensive
interactions with other medications. Newer mood stabilizers have been more
successful.

Two open-label studies of DSM-III-R borderline patients being trea-
ted with divalproex sodium, an anticonvulsant drug, which is easier to use
than lithium or carbamazepine, have been conducted. Stein et al. (47) stu-
died 11 outpatients in an open-label 8-week trial. Subjects did not have cur-
rent major depression, or a history of bipolarity or a psychotic disorder.
Eight of the 11 subjects [73%] completed the trial. There were significant
decreases in psychopathology in two of the study’s five main outcomes: sub-
jective irritability as measured by the Modified Overt Aggression Scale
(OAS-M) (48) and general psychopathology as assessed by the SCL-90 (22).

Wilcox (49) also conducted a 6-week open-label trial of divalproex
sodium. He studied 30 inpatients without co-morbid disorders meeting
DSM-III-R criteria for BPD. Seven of the patients were on concurrent med-
ication. Wilcox found significant decreases in both of the study’s outcome
measures: general psychopathology as measured by the BPRS and time
in seclusion. He concluded that the medication reduced anxiety, which
diminished agitation, which, in turn, shortened time in seclusion.

Hollander et al. (50) completed the first placebo-controlled, double-
blind study of the efficacy of divalproex sodium in criteria-defined border-
line patients. They conducted a 10-week trial of 16 DSM-IV borderline
patients, 12 randomized to divalproex sodium and four to placebo. Among
the subjects on active medication, 50% dropped out of the study and 100%
of those taking placebo dropped out before completing the study. No signif-
icant between-group differences were found.

Frankenburg and Zanarini (51) also conducted a double-blind,
placebo-controlled trial of divalproex sodium in a 6-month long trial of
30 female symptomatic volunteers meeting DIB-R and DSM-IV criteria
for BPD and DSM-IV criteria for co-morbid bipolar II disorder. Most
had histories of outpatient treatment. Twenty of these subjects were rando-
mized to divalproex sodium and 10 to placebo. The average dose of dival-
proex sodium was 850mg (SD¼ 249). Those on active treatment were
found to have experienced significantly greater reductions in three of the
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study’s four outcome measures: interpersonal sensitivity and anger/hostility

as measured by the SCL-90, and the total score of the OAS-M. Depression, as

assessed by the SCL-90, did not show a significant between-group difference.

Both groups gained, on average, a small but not significantly different

amount of weight [2.6 lb (SD¼ 5.6) vs. 0.3 lb (SD¼ 4.0)]. Only 35% of the

subjects treated with divalproex sodium and 40% of the subjects treated with

placebo remained in the study all 24 weeks. It is difficult to tell if the mild

bipolarity or the borderline lability (or both) of the subjects was being treated.
The possible effectiveness of divalproex in borderline personality dis-

order is consistent with the finding that divalproex sodium is useful in treat-

ing anxiety and aggression in a number of psychiatric disorders including

psychotic disorders and dementia (52). However, a well-known side effect

of divalproex sodium is teratogenicity. Since many patients with BPD are

young women of child-bearing age, this side effect is particularly serious.
Pinto and Akiskal (53) studied eight DSM-IV borderline outpatients

under their clinical care in an open-label trial of lamotrigine. None had

a history of a major mood disorder. In three patients, lamotrigine was

associated with an eradication of their impulsivity.
Based on cross-national studies showing that greater seafood con-

sumption was associated with lower rates of affective disorders (54), and a

successful trial showing that omega-3 fatty acids, found in fairly high con-

centrations in fish, were a successful adjunctive treatment in bipolar disorder

(55), investigators have become interested in the efficacy of nutraceutical

agents in the treatment of BPD. In the first nutraceutical study, Zanarini

and Frankenburg (56) studied the efficacy of ethyl-eicosapentaenoic acid

(E-EPA), an omega-3 fatty acid, in an 8-week, double-blind, placebo-

controlled trial of 30 female symptomatic volunteers. Most of these women

had prior histories of outpatient treatment and all met both DIB-R and

DSM-IV criteria for BPD. Twenty subjects were randomized to the

E-EPA group and 10 were randomized to the placebo group. Subjects in

the active arm of the trial took 1 g of 97% pure E-EPA daily. Ninety percent

of the subjects in both groups completed the trial. Subjects treated with

E-EPA had a significantly greater reduction in both of the study’s outcome

measures: aggression as measured by the OAS-M and depression as

measured by the Montgomery-Asberg Depression Rating Scale (57).
E-EPA seems to be safe in pregnancy. The only side effect of E-EPA

known (so far) is a mild, clinically insignificant increase in bleeding. The

relative safety of nutraceutical agents is an important feature. However,

more recent studies have not reproduced the success of earlier studies of

the omega-3 fatty acids in treating depression or bipolar disorder (58,59),

suggesting that its role as a psychotropic agent is yet to be proven.
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6. COMBINATIONS OF MEDICATIONS

Patients with borderline personality disorders (and indeed other illnesses as
well) are often treated with more than one medication (3). Zanarini et al.
(60) examined the efficacy of olanzapine combined with fluoxetine com-
pared to each agent alone in 45 female subjects with BPD and no concurrent
major depression and found that olanzapine monotherapy and the combina-
tion were superior to fluoxetine monotherapy in treating dysphoria and
impulsive aggression in these subjects.

7. LIMITATIONS OF EXISTING STUDIES AND DIRECTIONS
FOR FUTURE RESEARCH

The first limitation of existing studies is that diagnostic and outcome
measures have not been uniform. Early studies were conducted without
the use of semistructured diagnostic interviews, making it difficult to know
if the subjects being studied actually met rigorous criteria for BPD. Many
studies have used multiple outcome measures that do not directly assess
borderline psychopathology and that vary from study to study. Ideally, a
study would use one primary outcome measure that would assess all
relevant areas of borderline psychopathology. The Zanarini Rating Scale
for DSM-IV Borderline Personality disorder (61) may prove to be a useful
measure.

The second limitation is the presence of a co-morbid Axis-I disorder in
some but not all patients. This makes comparisons between studies difficult.
While there are high rates of co-morbid Axis-I conditions in BPD (62), most
of these co-morbid disorders are not chronic in nature. For research pur-
poses, it may be helpful to find subjects who, while they may have a history
of a number of Axis-I disorders, do not currently meet criteria for any of
them.

The third limitation is the reliance on treatment-resistant patients.
Many persons with BPD have relatively mild psychopathology that seems
more amenable to change than is the severe psychopathology of
treatment-resistant patients. The use of very ill subjects in many trials
may have led to unnecessarily modest findings or pessimistic conclusions.

Research is needed in several areas. It would be interesting to see more
studies in which newer members of different classes of psychotropic medica-
tions are compared to one another. The length of time that borderline
patients need to be on medication is a difficult but important area to study.
Should patients be medicated for the immediate crisis, or should they remain
on medication indefinitely? What would adequate maintenance doses be?
Finally, it is interesting to note that a study of the longitudinal course of
borderline personality disorder (3) has documented high rates of intensive
polypharmacy throughout 6 years of prospective follow-up. About 40% of
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the borderline patients studied took three or more standing medications
concurrently, 20% took four or more, and 10% took five or more.

The efficacy, cost, and probable increased number of medication inter-
actions and side effects inherent in polypharmacy need careful study. One
possible complication of the use of multiple medications is weight gain.
We have shown in a longitudinal study of BPD that patients treated with
multiple psychotropic medications are more obese and have more obesity-
related health problems than those treated with fewer medications (63).

8. CONCLUSIONS

Most of the medications studied in double-blind, placebo-controlled trials
were modestly effective. Physicians often try to target particular symptoms
of BPD with a specific medication. There is surprisingly little empirical sup-
port for this position. As shown above, regardless of which agent is studied,
there is often some reduction in symptom intensity. This might be because
symptoms may be driven by several psychiatric conditions acting in concert.
For example, cognitive-perceptual distortions could be due to an exacerba-
tion of mood lability, marked by brief psychotic experiences and depression,
and therefore could be treated successfully with mood stabilizers, anti-
psychotic agents, or antidepressant agents. Therefore, it might be important
to choose the medication based on safety and tolerability. Possible side
effects to consider are teratogenicity, extrapyramidal effects, and weight
gain or dyscontrol of blood glucose or lipids. It is important that the patient
understands the risks and benefits of pharmacotherapy. It may be necessary
to prescribe small quantities of medication to patients who are self-
destructive and impulsive or who are abusing street or prescription drugs
or alcohol.
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Although there are many competing models concerning the development,
treatment, recovery, and relapse of borderline personality disorder (BPD),
the one area of emerging consensus is that both individual and family fac-
tors play central roles. For example, Linehan’s (1) biosocial or transactional
model for BPD includes both individual factors (e.g., vulnerability to emo-
tion dysregulation) and an invalidating social and family environment,
which transact reciprocally, each exacerbating the other. Similarly, Zanarini
and Frankenberg (2) suggest that the combination of individual tempera-
mental factors (‘‘hyperbolic’’), historical or developmental factors (e.g.,
abuse and neglect, invalidation) and current stressful events are responsible
for BPD. Just about all major theories of BPD hold a central role for
families in the development, maintenance, and treatment of the disorder.
Empirically, although the salutary role of family interventions in the treat-
ment of many disorders has been well established (3), only recently has
research on employing family interventions as part of the treatment package
for BPD become more available.

The purposes of this chapter are to highlight family treatment options
and their importance in BPD, explore issues and strategies in family
intervention that are either specific to, or at least common in, BPD families,
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and to explicate more fully two approaches to family interventions with this
population (family group interventions and individual family therapy).

1. WHEN IS FAMILY THERAPY APPROPRIATE?

1.1. Indications

Family therapy may be indicated in a variety of situations (4). It may be a
helpful form of treatment if family members’ behavior is clearly proble-
matic, and integrally linked to patient’s dysfunction (e.g., physical, sexual
or emotional abuse, or supporting or reinforcing dysfunctional patient
behavior). In this case, the primary goal of therapy is patient improvement.
Family therapy may also be indicated when family member involvement in
the patient’s life is desirable, and family member(s) are able and willing to
play a positive role in supporting the patient in their efforts toward stability
and health. The goal here is also improved patient outcomes. Another situa-
tion in which family therapy may be helpful is when family members are
‘‘burned out’’ by dysfunctional patient behaviors. The goal in this case
would be improved well-being among family members. Family therapy
may also be indicated when relationships between the patient and their
family members (parents, partners, children) are strained, conflictual, non-
supportive, or problematic. The goal in this situation is improved family
functioning overall, which in turn would likely benefit both the patient
and their family.

These different situations may require different types of interventions.
For example, when a family member is engaging in clearly destructive beha-
vior vis-à-vis the patient, that family member may be referred for individual
treatment, or brief family intervention may be used to try to block the
problematic behavior (get the family member to stop). In addition, family
education, skill, and support groups (with or without the patient) may
provide effective means to support family members struggling with a loved
one with BPD; this may have salutary effects on the patient, family members,
and/or their relationships. And finally, family therapy (in groups or with
individual families) may facilitate overall improvements in family relation-
ships and family functioning, which in turn would benefit all participants.

1.2. Interfering Factors and Strategies to Mitigate Them

Of course, many possible family factors make it difficult or impossible to
employ one or more types of family intervention. There are two, in particu-
lar, that are common: (i) someone (patient or family member) may refuse to
participate in treatment with certain family members, or may refuse any
type of intervention; and (ii) family members themselves may have severe
problems that interfere with successful outcomes. Let us consider both of
these situations.
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1.2.1. Fostering Participation

If a patient or family member initially refuses to participate in any given
treatment option, the therapist might consider either suggesting an alterna-
tive type of intervention, or helping the reluctant family member problem-
solve the barriers to participation.

Providing (or Referring to) a Different Type of Intervention: Both cli-
ents and family members are typically faced with decisions about treatment
in the middle of a crisis. The stress of the crisis is often an exacerbation of
chronic stress and distress for the family and all its members, and negative
emotions, blame, discouragement and/or hopelessness are often high. One
way to foster valued participation in treatment is to provide some flexibility
in helping reluctant family members. Providing these individuals with two or
more treatment options may aid in diminishing the likelihood of them feel-
ing blamed by the therapist or clinic, while increasing the possibility that
they will feel that their experiences, apprehensions, burnout, guilt, anger,
etc., are understood. This provides a better start to treatment.

In addition to individual, couple, or family therapy (4–6), there are
also family group treatment options (7–11). This might include a parent
group specifically for parents of adolescents with BPD/suicidal adolescents,
a group for spouses or partners of an individual with BPD, a multi-family
group (with or without the patient), or a couples group (including the
patient). Of course, individual therapy for the partner or parent, or some
combination of these different intervention modes might be employed.
For example, if a parent refuses to participate in family therapy with their
17-year old child with BPD, the parent might be offered (or referred to)
a parent group where they might experience more support, have less fear
of being blamed, etc.

Problem-Solving the Barriers to Participation: Because crisis-related
negative emotions are often high during the referring and initial treatment
stages, active and passive refusal (cancellations, not showing up, etc.)
are common. One should carefully assess the factors leading to refusal or
reluctance to participate before interpreting or hypothesizing about this
behavior. Premature interpretation can easily be pejorative, and can readily
be communicated to perceptive and sensitive patients and family members
who are already experiencing much shame, guilt, and fear. This, in turn,
can result in more steadfast refusal or drop out.

An alternative strategy is to assess those barriers that interfere with
successful engagement in treatment (4). This might include chain analysis
strategies borrowed from behavior therapy, which focus on the unfolding
of events, thoughts/attributions/judgments, emotions, and actions over time
vis-à-vis the target behavior of engaging in treatment. This brief assessment
tool affords the clinician many opportunities to validate the many legitimate
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emotions, doubts, and concerns patients or family members may have, with-
out blame, while still staying focused on the goal of participating effectively
in treatment. Then, when barriers are identified (e.g., childcare, financial pro-
blems, hopelessness about treatment effectiveness), they can be addressed.

It is common for family members to fear being blamed by the therapist
for the patient’s and the family’s difficulties, and for this to inhibit participa-
tion. Assuming that the therapist will take a non-judgmental stance toward
all members of the family, it is important both to verbally disabuse this fear
and to demonstrate acceptance, understanding, and a non-blaming attitude
toward all family members (including the patient). Being accepting does not
mean the therapist cannot also be direct, clear, or even confrontational, and
change-oriented, of course.

Similarly, it is common for family members to feel burdened and
burned-out; this burn-out may contribute to reluctance to participate. Simi-
larly, a family member may say, ‘‘I have done all I can’’ to help the patient,
and is not willing to do more for the patient. It is important to emphasize
the systems-oriented (multi-lateral) goals of family intervention: Even when
family intervention is aimed at augmenting individual outcomes for the
patient, these interventions would never ‘‘sacrifice’’ (trade-off) one family
member’s well being for another. Instead, burned-out family members
should be reminded that alleviating their burden is also one of the goals
of family intervention, that their participation is not exclusively in the
service of helping a loved one. Alternatively, sometimes family members say
they are willing to ‘‘do anything for’’ their loved one (whether evidence sup-
ports this or not). This provides an opportunity to use their self-proclaimed
generosity to help them engage in treatment, which can then help provide
more balance to the relationships in the family.

1.2.2. Managing Severe Psychopathology in FamilyMembers

Finally, severe psychopathology may also interfere either with coming
to treatment at all, or with effective participation in treatment. Although
the genetic transmission of BPD per se has not been established (12,13)
and the methodologies to evaluate heritability are problematic, there is some
evidence for a genetic component to BPD traits such as emotional dysregu-
lation (14). And, beyond genetic links, there are multiple well-established
family environment pathways that result in high psychiatric co-morbidity,
even if not specifically BPD (e.g., depression) (15). However, families with
a member with BPD seem to be a heterogeneous group: some show high
levels of psychopathology across many family members, while others include
quite normative or healthy functioning among the non-BPDmembers. Thus,
some individualized assessment is required.

If the family member has not received appropriate assessment or
treatment, helping this to occur clearly would be a priority. If the family
member is in treatment, arranging for consultation with the other treatment
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providers would be indicated. However, not all family members wish to seek
treatment (they may deny the need, be unwilling to engage treatment due to
previous treatment failures, etc.), not all benefit from treatment, and regard-
less of treatment status, they may be difficult to treat.

Managing family co-morbidity is one argument for providing multiple
modes of treatment. For example, having a family group necessarily pro-
vides needed skills and support for everyone present. Even if the family
members conceptualize their motivation for participation as ‘‘helping’’ their
loved one (identified patient) get well, they will still benefit from the support
of the group, and whatever skills or education the group provides. Even in
‘‘traditional’’ family therapy (i.e., one family in the treatment session) the
non-patient members may be exposed to some of the interventions and skills
that the patient is learning to self-manage, and they may benefit from this
exposure. And, when parents or partners are engaged as support coaches
for their partners or children, they have a vicarious opportunity to learn
the skills and benefit from the support themselves.

We will now turn our attention to describing briefly two intervention
options noted above: multi-family group interventions and more traditional
family therapy.

2. DBT-FAMILY SKILLS TRAINING

Dialectical Behavior Therapy-Family Skills Training (DBT-FST) is a man-
ualized family treatment program. Its foundation comes from two sources:
Dialectical Behavior Therapy (DBT), the treatment designed by Marsha
Linehan (1,16), and the family modality called family psychoeducation
(17,18). A behavioral family program formulated on a balance between
acceptance and change strategies, the program includes the participation
of both the DBT client and their family member(s) with the goal of mutual
behavioral change.

2.1. Goals of DBT-FST

The first goal of DBT-FST is education, to inform and provide information
on BPD. Of particular focus is BPD symptomatology and etiology to pro-
vide relatives with a better understanding of what may drive their loved
ones’ behavior. The symptoms are presented in the context of the accompa-
nying behaviors so that the behavioral patterns that often exist are more
readily understood and accepted. For example, when families hear about
fears of abandonment and their impact on someone’s life and functioning,
a foundation for non-blame can be promoted. Family members, too,
describe the chaos these behavioral patterns create and then recognize
how their own reactions sometimes further promote abandonment issues
as they do not know how to effectively respond. In the active dialogue that
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typically ensues, clients share their own experiences with the symptoms, and
family members frequently ask questions about particular behaviors and
how they could respond.

The second DBT-FST goal focuses on the teaching of new terminol-
ogy. Relatives and clients readily acknowledge a lack of common words
with which to communicate and need a user-friendly vocabulary to convey
to each other their thoughts and feelings in a mutually acceptable language.
A DBT frame sets a tone that establishes and promotes an environment
where clients and relatives learn more effective ways of living life both as
individuals and in the context of their family. For example, the DBT term
‘‘emotion mind’’ describes one’s thinking and behaviors and is better
received than, ‘‘You are crazy and irrational.’’

The third goal is to model and set a tone of a non-judgmental environ-
ment and a perspective that is non-blaming. Interestingly, each person
believes that they know the truth and that their reality is the right one. Both
family members and clients have histories of participating in the ‘‘blame
game.’’ The DBT assumption that there is no one or any absolute truth pro-
motes another way of perceiving things and generates an atmosphere of
non-blame.

The last goal, which builds on the first three, is to create an open
forum where participants can discuss and problem-solve family issues.
The objective is to develop new patterns of communication and create an
effective paradigm for problem solving. Of the many recurrent themes that
consistently have come up over the years in DBT-FST, many have been
traced back to poor communication skills in combination with ineffective
problem solving. The real life environment in the room allows DBT-FST
to include a component called ‘‘structuring the environment.’’ Dialectical
tensions are modified through coaching both client and family member,
and the often-difficult goal of balancing both individual and relationship
needs can be directly addressed.

2.2. Format

DBT-FST is designed as a 24week treatment that typically runs for
6 months. The modality may be conducted either with individual families
or multiple family units. Both meeting formats have been equally well
received. Some clinicians choose to convene biweekly for 1 year rather than
on a weekly basis. Regardless of frequency, the suggested meeting time is
90-minute sessions.

An individual family setting is often times more appealing to newco-
mers who are understandably concerned and anxious about talking in front
of strangers. ‘‘Stranger anxiety’’ needs to be validated, and, moreover, there
are times where the individual setting is more appropriate, even essential, for
example, when sexual or physical abuse currently exists, or when a family
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member has an untreated mental illness. Although this chapter will focus on
the multiple-family format because it adds another dimension, the
strategies and goals, in general, are the same for both formats.

2.3. Multi-Family Groups

DBT-FST, when conducted with several families at one time, can create
unique mechanisms to promote healthy change. DBT-FST affords the
opportunity for peer consultation and feedback. With more than one family
system participating, group members consult together on problems that are
brought to the group. DBT-FST also contains a modeling component in
which participants can observe others practice skill application and general-
ization. Furthermore, exposure to other families’ current struggles often
serves as a therapeutic experience as well. DBT-FST also fosters a cross-
validation phenomenon, whereby a person can focus on the moment in time
and be more able to see another person’s perspective. Peer coaching some-
times occurs. For example, a patient might coach and help others ‘‘unglue’’
themselves from previous hurts and situations and move towards resolution
and change. Additionally, witnessing the experience of the dialectic of accep-
tance and change can promote patient improvement. There is usually more
objectivity when an issue is not about oneself and where one is an observer
rather than a participant. People report they are more able to accept certain
behaviors and issues when seen in others, particularly in another family
situation. What is learned by witnessing other people’s struggles is then
transferred to their own situation, resulting in cognitive and behavioral
change. Another positive component of DBT-FST is that the collaborative
and intense work of participants promotes the development of a support
network. Finally, DBT-FST is a cost-effective mode which, in the ever-
increasing financial constraints of managed care, allows many more families
to receive treatment for less money.

2.3.1. Factors for Consideration

Key issues for consideration in determining the multiple-family group orga-
nization. In terms of group size, typically 6–9 families participate, although
more can be easily accommodated (7). Whatever the group size, it is strongly
recommended that there be two group leaders. Such a partnership offers the
opportunity for relationship modeling as participants are able to observe
effective interactions, and two leaders can present a more dialectic
approach.

Another factor to consider is whether the groups are ongoing or
closed-ended. The former is strongly recommended with an open-
admissions policy, depending on space availability. The benefits of rolling
admissions are several and outweigh the negatives. Senior group members
not only serve as role models demonstrating skill application, but also
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provide testimony to the hope that things can and do improve. Conversely,
it is reinforcing for older members to see new attendees exhibit behavioral
patterns and difficulties that are reminiscent of where they used to be.
Finally, as a therapeutic milieu requires time to develop, an ongoing group
has an already established culture that is readily adopted by new members.

Group membership is also a factor for consideration. Invitation for
participation in the group is at the client’s discretion. No distinction is made
between ‘‘real family’’ and ‘‘chosen family,’’ and, as no kinship restriction is
imposed; clients attend with parents, spouses, siblings, and children (16 or
older), boyfriends, girlfriends, grandparents, and close friends. This liberal
membership definition creates a heterogeneous group, and the broad range
of ages and stages of life allows diversity of opinion and breadth of perspec-
tive, thus adding to the wealth of the group experience.

The final factor is orientation. Participants join at any point in the
cycle, but all attend required individual orientation meetings with one of
the leaders. This connection formed between the leader and the new partici-
pant helps to make walking into a room filled with strangers a less daunting
experience. The standard orientation, whether individual or in a group
format, offers the following content: (i) The structure and format of the
program is outlined. (ii) The importance of regular attendance is explained
and the request to announce anticipated absences is made. (iii) The issue of
confidentiality is emphasized and honored at all cost. (iv) No distinction is
made between ‘‘the client’’ and ‘‘the family member,’’ since everyone is a
client in the family program, since all parties need to be willing to change,
since everyone comes with their own issues, and since the goal cannot be
to ‘‘change’’ the other person. (v) The four basic assumptions that underlie
the work are fully explained and discussed since these four tenets predictably
arise in every consultation hour. These assumptions are: (a) There is no one
or any absolute truth. (b) Everyone is doing the best they can. (c) Everyone
needs to try harder. (d) Everyone needs to (try to) interpret things in the
most benign way possible.

2.4. Group Issues

Orientation establishes a foundation for the work to be done. In addition,
pre-group phone calls are reported to lessen participants’ concerns and anxi-
ety. It is important to recognize that family members are victims of the
disorder in their own right. The impact on them is double in the sense that
they suffer their own feelings of loss, burden, social isolation, and stigma
and also suffer the pain with which their loved one lives. Entrance into
the program in itself can be therapeutic. Family members are pleased that
their relative is including them in the treatment. They readily recognize
the need for their own skill building and welcome a treatment partnership
with both their relative and the providers.

266 Hoffman and Fruzzetti



Some family members will express concern about the presence of the
‘‘client’’ in the group in the belief that they will not be able to be fully open
and honest. These concerns dissipate as they experience the sense of open-
ness in the group. Having both parties attend sets an example of directness
and honesty and promotes a sense of commitment to the process.

As the feelings of acceptance and validation are crucial to the success
of the group, participants must feel that they are not being judged, that their
thoughts are valued, and that the environment is not a hostile, blaming one.

2.5. Course Content

2.5.1. Education

The first module of the series is education to impart information concerning
the disorder. Typically there is heterogeneity in terms of the level of knowl-
edge family members have about BPD. In a study on families of BPD
patients, the data showed that one-third of the families interviewed did
not even know the name ‘‘borderline personality disorder’’ (24). This was
in contrast to another subgroup, again a third, who knew very specific facts
and information, i.e., typical age of onset, gender prevalence, and patient
suicide prevalence. Inaccurate or outdated information has to be corrected.

The first topic on the education agenda is the symptomatology of
BDP. A handout of the DSM-IV criteria is the basis for discussion. Each
symptom is described and examples both from clients and from family mem-
bers are elicited. These explanations directly from clients are the richest
approach to informing family members of the experiences of a person with
BPD, i.e., what it feels like to have real or imagined abandonment fears.
Conversely, family members will identify what they experience at the receiv-
ing end of that symptom. When conducted in a group setting, dialogue is
enriched by such inter-family communication, which offers an opportunity
for participants to hear from someone outside their own family system.

The second topic in the education component is the etiology of the dis-
order. The biosocial theory is outlined identifying two aspects: (i) an inborn
emotional vulnerability, and (ii) environmental factors. The former is read-
ily absorbed with frequent ‘‘ahas’’ as it makes such sense and offers answers
to many questions. The discussion on environmental factors is much more
controversial. Standard DBT maintains the role of an ‘‘invalidating environ-
ment’’ in the development of BPD. This refers to an environment that failed
to meet the needs of the particular child (however, this is understood as a
descriptive reality, providing no judgment that the parent could have or
should have met the child’s needs). Referring to the childhood environment
as ‘‘invalidating’’ can be experienced as invalidating by some family mem-
bers. Therefore, a modified term can be used, ‘‘incompatible environment.’’
This term acknowledges a continuum, the most severe being sexual abuse
and the other end being ‘‘dirty looks’’ that were intensely experienced.
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A true dialectic is sought to prevent negating experiences or feelings of
clients or relatives with leaders maintaining a balance so that neither the
clients nor the relatives feel invalidated. Experience has shown that the tim-
ing of introducing the DBT concept and terminology of invalidation is
important and prematurely using the word may interfere with building a
good working alliance. It is also important to underscore the concept that
children do exist in several environments and those may, in fact, be a contri-
buting force in the development of this disorder. For example, school or
peer environments may be damaging as children can be very insensitive to
each other; teachers also may have been unwittingly injurious to a particular
child; and benevolent figures may not be as they seem.

The next topic for discussion is the term ‘‘borderline personality disor-
der’’ and the confusion it occasions. Families will often say that if BPD is
about one’s ‘‘personality,’’ then one can choose how to be and, therefore,
does not have a psychiatric disorder. This misperception needs to be clari-
fied, but along with the clarification there also needs to be a dialectic that
does not absolve clients of responsibility for their behaviors. A good model
to introduce at this time is Linehan’s reorganization of the BPD criteria and
behaviors into five areas of dysregulation: emotion dysregulation, interper-
sonal dysregulation, behavioral dysregulation, self-dysregulation, and
cognitive dysregulation. This five-category paradigm is particularly useful
for families as they have usually witnessed the behavioral difficulties and
can easily relate to this organization of the criteria. Feedback on this presen-
tation has led to the standard practice of first introducing and reviewing
this model during the consultation or problem-solving hour. This model
not only offers a way of cognitive reframing, but also promotes benign
interpretation.

In summary, the ‘‘formal’’ education component typically requires two
sessions. It is valued not only as it provides a framework for families to
understand their relative’s behaviors, but also as it offers a template for a
non-blaming environment. Likewise, it offers the identified patient a less
judgmental way to perceive family members’ behaviors. The remaining
sessions focus on skill acquisition and application.

2.5.2. DBT Skills

Each subsequent session is divided into two components: The first 45min-
utes focuses on direct skill acquisition with a specific lecture content each
week. While many of the skills are from standard DBT and Linehan’s
manual, they are presented here in the context of their importance in
relationships, most particularly family relationships. The second part of
every meeting is the ‘‘Consultation Hour.’’ Family issues are put on the
agenda for both problem solving and for skill application/generalization
activities. Here, participants have the opportunity to apply newly acquired

268 Hoffman and Fruzzetti



skills; the application is a short-term goal, leading to the long-term goal of
being able to modify communication patterns.

DBT-FST focuses on five skill modules. The first skill module, inter-
personal effectiveness skills (IET), teaches skills to reduce the chaos that
occurs in relationships, and several models are offered, one for structuring
interactions and one for setting priorities in those interactions. The second
module focuses on mindfulness skills. This module’s goals are to reduce con-
fusion around the sense of self and to develop a full awareness. The ‘‘what’’
skills, as they are known, center on one’s own experience of self; the ‘‘how’’
skills outline how to do the skills mindfully, one-in-the-moment, along with
a non-judgmental stance.

The third module deals with emotion regulation skills. Here the focus
is to establish more emotional constancy, lessen emotion lability, and reduce
the impact of emotional provocation. Emotions are labeled and again a
model is provided to enable one to identify what one is feeling. Management
strategies are given to reduce emotional vulnerability, decrease emotional
suffering, and modify emotions over time.

The fourth module concentrates on distress tolerance skills. This set of
skills focuses on managing stress and distress with the goal of decreasing
impulsive urges and behaviors by replacing those actions with adaptive ways
of functioning.

The final module is devoted to validation skills. These are tools for
self-affirmation and other-affirmation not found in the individual DBT skill
manual, but developed as part of DBT interventions with families (4). In
addition to the above skills, topics specifically relevant to family systems
are introduced: family roles, myths, secrets, the concept of empathy and
its impact on relationships and its necessary function in validation.

2.6. Summary

The goals of DBT-FST include both individual and relationship improve-
ment and are accomplished through the acquisition and application of indi-
vidual and relationship skills. Several of the standard DBT structures, skill
acquisition and skill generalization, are incorporated directly into the family
program with weekly DBT skill lectures being a central part of the format.
Through the problem-solving forum, the application of the skills is then
reinforced through in vivo skill rehearsals with active discussion both within
and between families.

The dropout rate in the group is low; ~20%, which when compared to
individual therapy for BPD patients, is quite good. A partnership is also
promoted to develop common distress tolerance skills that will be helpful
when the client is having a particularly difficult time. Family members, with
all the best of intentions, at times will react to a crisis in a way that is not
effective. In fact their responses may inadvertently reinforce maladaptive
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behavior. Having all parties together allows for unique consultation oppor-
tunities on how to manage collectively a difficult situation. As family mem-
bers are often the first line of defense for a person in crisis, a relationship
where the family member has, together with the client, developed some
‘‘coaching’’ strategies, is a gift to both parties involved. Helping a family
member obtain a sense of mastery in their ability to help their relative is
crucial for their own well being and hopefully for their loved one as
well. Families always report feelings of success as a result of more open
communication and access to a forum in which they can problem-solve
and strategize together. This respectful way of communicating is a clear sign
of an equality and balance of power in the system.

Family satisfaction on DBT-FST is very high. Families report that
their levels of burden are reduced by half, their sense of grief greatly les-
sened, and that they have achieved a sense of skill mastery, or competency,
in which they feel more able to manage situations and expect improvement
in their family relationships. Patients similarly reported high satisfaction,
specifically noting positive relationship changes with reduced family conflict.

3. DIALECTICAL BEHAVIOR THERAPY FAMILY THERAPY

Although there are many types of family therapy available (3), only couple
and family therapy from a dialectical behavior therapy perspective were
developed specifically with the problems of BPD families in mind. Indivi-
dual DBT (1,16) was originally developed as a treatment for chronic and
severe, multi-problem clients with borderline personality disorder, and more
than 30 studies have demonstrated its effectiveness. More recently, DBT has
been adapted and extended to treat multi-problem families (4,5); the results
of this approach are promising (11,19,20). Dialectical behavior therapy is a
comprehensive treatment that requires five specific functions of treatment to
be met, whether applied to individuals or families (1,21). These functions
include: (i) skill acquisition or enhancement; (ii) skill generalization;
(iii) motivation (to change problematic behavior); (iv) enhancement of
therapist’s skills and motivation to treat effectively; and (v) structuring
the environment to promote successful outcomes.

3.1. Functions of Treatment

3.1.1. Skill Acquisition

The DBT (transactional) model for BPD and related disorders maintains
that borderline individuals lack at least some skills required to manage
themselves effectively. It may also be that whatever skills they do possess
have not worked when applied (either they did not learn to use these skills
in emotionally evocative situations, or the social and family responses did
not support skill use). Family members may or may not be generally
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deficient in skills (as noted, they are a heterogeneous group), but they do
need to learn more effective ways of interacting with their borderline relative
in order to be more supportive, decrease their own sense of burden, and
improve family functioning overall. Thus, one function of family therapy
for borderline personality disorder is to promote the development of both
individual self-management skills and relationship skills. Individual self-
management skills are adapted from Linehan (16), and include mindfulness
(to increase awareness and attention control, to facilitate letting go of judg-
ments that promote emotion escalation), emotion regulation (to help increase
emotional awareness and self-management), and distress tolerance (to inhi-
bit destructive responding). In addition, specific family skills (4,22) include
relationship mindfulness (to increase non-judgmental reactions toward loved
ones/decrease emotional reactivity, provide or enhance time together,
decrease blaming, and conflict over ‘‘right/wrong’’ or ‘‘should/shouldn’t’’),
accurate self-disclosure (to increase clarity of communication, make under-
standing possible), validation (to enhance understanding, promote commu-
nication, and reduce negative emotional reactivity), problem management
(to solve or manage problems effectively), and closeness skills (to transform
conflict into closeness, and to titrate closeness so that there is less conflict
over ‘‘appropriate’’ levels of closeness in the family).

These skills may be taught formally (i.e., using a curriculum and/or
teaching materials such as handouts), may be taught informally over the
course of treatment, or some combination of formal and informal
approaches may be used. And, of course, the focus of the skills depends
on the family constellation involved (e.g., parents and adolescent child with
BPD vs. a couple in which one or both partners have BPD or related
problems).

3.1.2. Skill Generalization

One of the biggest problems a therapist faces when taking a skill-enhance-
ment approach is that family members provide very specific ‘‘stimulus
conditions’’ for each other. That is, after many years and repeated conflict,
certain topics, mannerisms, words, etc., can elicit very immediate and extreme
responses (both positive and negative). Thus, sometimes family members
have high levels of ‘‘skill’’ with one person, but those same skills seem to
disappear in certain situations (e.g., with particular family members, in pre-
dictable conflict situations), or, have very rudimentary skills that are not
developed sufficiently to use in difficult situations. The therapist’s task is to
help that person use the skill when it is needed most, a task typically called
‘‘generalization.’’ Fortunately, family interventions necessarily offer ideal
opportunities for patients to practice self-management and relationship skills,
and ultimately generalize these skills. The therapist can promote generaliza-
tion further via assigned tasks between sessions (homework assignments),
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and can manage session time to make sure that family members respond to
nascent skill use in a manner that promotes further skill development.

3.1.3. Client and Family Motivation

The very term ‘‘motivation’’ has multiple meanings in psychotherapy and
family therapy. In DBT with families, the term is employed to describe
the context in which family members use effective behaviors rather than dys-
functional ones. The context of the behavior (antecedents and consequences,
including events, thoughts, emotional reactions, actions, history, etc.) is
assumed, in large measure, to determine the behavior. Thus, increasing
the motivation for effective behaviors (replacing problematic or dysfunc-
tional responses with more skillful ones) has two parts: (i) chain analysis
of the problematic behavior; and (ii) weaving in more skillful alternatives
along the ‘‘chain’’ of events that led to the problem. Consequently, when
faced with a similar situation in the future, an alternative, more skillful
behavior may be used. In DBT family therapy, quick chain analyses are con-
ducted regularly and are the primary assessment tool to determine specific,
session to session, intervention targets. Then, specific ‘‘links’’ on the chain
are targeted for more skillful responses, practiced, and a commitment is
made to generalize the new, more effective behavior (4).

3.1.4. Therapist Capability and Motivation

Clients who have high levels of distress (including parasuicidal and suicidal
behaviors), and families who have high conflict (including aggression and
violence) are typically difficult to treat, and progress can be slow. In addi-
tion, treating families requires an ability to observe the ‘‘system,’’ and not
become a fixed part of it. In order to prevent and/or treat therapist discour-
agement and/or burnout, and to enhance the therapist’s ability to treat
effectively, DBT requires that therapists meet regularly within a peer consul-
tation team. The notion of ongoing consultation and supervision, although
uncommon in individual psychotherapy (in which consultation occurs much
less frequently), is common in family therapy, and is an integral part of
working with borderline families.

3.1.5. Structuring the Environment

Even the most motivated clients can quickly return to dysfunctional
behaviors when others punish their newly learned, more effective, behaviors.
When family members (or others) interfere with patient progress, it is essen-
tial to help restructure their responses to reinforce, rather than retard,
progress. Fortunately, most family therapists are very skilled at observing
these patterns, and family therapy is an easy setting in which to observe such
problematic responses.
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3.2. Assessment

Prior to beginning family therapy, a thorough assessment is needed to
develop treatment targets and to provide baseline measures so that progress
and outcome can be assessed over time (4). Videotaped family interactions
are very useful for identifying treatment targets related to family inter-
action, and assessing improvements over time. Once treatment targets are
established, self-monitoring (e.g., diary cards) provides an efficient way to
assess them in an ongoing, in vivo manner, tracking both individual self-
management and relationship behaviors that contribute to poor individual
or family functioning. Thus, in DBT with families, the therapist employs
some type of diary card (individualized for each family member) to monitor
treatment targets. The diary card provides information about current
problems, and then the session agenda can be set simply by noting where
in the treatment target hierarchy current problems fall (with more severe
problems put on the agenda first). Then, a chain analysis can be conducted
of the problem behavior (see above), and the treatment may proceed.

3.3. Treatment Target Hierarchy and Intervention Strategies

Treatment targets in DBT with families are organized into an explicit
hierarchy that requires more severe or out-of-control behaviors be resolved
(in-control) before less severe behaviors are addressed (4). This is particularly
useful because multi-problem families can be chaotic and confusing, some-
times making it difficult to know what problem(s) to address first. Conse-
quently, it may be useful to employ this type of target hierarchy regardless
of the type of treatment interventions employed. The target hierarchy
corresponds with different stages of disorder severity of both the patient
and the family (1,4).

Stage One includes behaviors that are out of control, that threaten
safety, and stability for an individual or the family. Thus, life threatening
behaviors, which include suicidal and parasuicidal behavior, aggression
and violence, child abuse and neglect, are targeted first. Severe treatment
interfering behaviors are targeted next (e.g., not coming to session), and
then severe problems in family functioning are addressed (e.g., reducing
destructive conflict, reducing severe emotional invalidation, ending extra-
relationship affairs, reducing severe drug use).

If an individual in the family has recent or current Stage One
problems, it is necessary for that person to have concomitant individual
treatment. However, family treatment may complement the individual treat-
ment by identifying (i) ways in which the family may inadvertently reinforce
dysfunctional behaviors; (ii) severe ‘‘invalidating’’ responses from one or
more family members that may be ‘‘on the chain’’ toward the patient’s
out-of-control behavior (e.g., suicide attempt, self-injury, aggressive action).
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Family members can reinforce dysfunction in two important ways.
First, they can (typically unwittingly) provide more warmth and nurturance
when the patient is in crisis. The task, of course, is not to diminish caring,
support, and nurturance toward the patient, but rather to move these
responses to correspond with the patient’s less-escalated behaviors. That
is, family members should either provide consistent, daily nurturance (not
contingent on patient crisis), or provide even more attention in non-crisis
situations, leaving the crisis-intervention to professionals. The other way
families reinforce crises is by being highly critical, devaluing, and punitive,
or even violent. In these cases, the target clearly is the elimination of these
destructive behaviors, which may require individual intervention if suffi-
ciently severe (23).

In general, individual DBT skills (16) are employed throughout Stage
One, although they are often augmented by more family-specific adapta-
tions. For example, anger is often problematic in relationships, even when
normative or justified (24). Specific skills designed to turn attention away
from anger to more primary emotions such as disappointment or fear are
central to de-escalating negative emotion and being able to truncate criti-
cism and invalidation.

Stage Two targets can be addressed after safety and stability are
achieved. Stage Two targets primarily focus on two goals: (i) activation of
family relationships; and (ii) enhanced communication. The skills used in this
stage include relationship mindfulness, accurate self-disclosure, and valida-
tion. Dialectical behavior therapy’s transactional model for BPD and related
disorder suggests that an ongoing transaction between an individual and their
family or social environment contributes to the development and mainte-
nance of the disorder. Specifically, one person’s emotion vulnerability (sensi-
tivity to negative emotion, high reactivity, and slow return to baseline) makes
it difficult for that person to communicate accurately their experience
(emotions, sensations, arousal, wants, etc.) and needs. In turn, family mem-
bers may not have the resources, abilities, or motivation to understand
the other person, and respond in an invalidating (de-legitimizing) way, which
increases arousal and makes it even more difficult to express private experi-
ences accurately. Of course, the transaction goes the other way as well (accu-
rate expression may be invalidated, leading to the person stopping accurate
self-disclosure, begetting further invalidation). Although it might be easy to
blame the patient for having few skills or for having high levels of emotional
dysregulation, or to blame the family member(s) for responding in an invali-
dating way, the model itself is purely descriptive. That is, on careful analysis,
both sides of the transaction make sense, and blame provides nothing useful
to our understanding of the problem. In fact, blame only increases arousal on
both sides, making successful remediation of the pattern more difficult.

In Stage Two, it is important to provide the family with this model of
the patient’s and family’s problems, with emphasis on its descriptive, as
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opposed to blaming, nature. This brief psychoeducation can be very useful,
particularly because families of borderline patients report little knowledge,
and often confusing sources of information about the disorder (24).

Then, treatment can move toward activating relationships by helping
family members to ‘‘relearn’’ (i.e., trying to reduce present negative emo-
tional arousal due to prior conflicts, misunderstandings, or other dysfunc-
tions) to be with each other. The idea is for family members to engage in
ordinary activities (eating dinner together, watching television or a movie,
going for a walk, washing dishes) in a relationally mindful way. This helps
family members enjoy each other more, and contributes to reduced baseline
vulnerability to negative reaction.

At the same time, helping each member of the family disclose
thoughts, feelings, sensations, and desires accurately is a key goal, which
must be validated by family members or the disclosure will cease being accu-
rate. There are many different ways to validate (4,25) which are offered as a
means of understanding the other person and communicating that under-
standing (including empathic understanding).

Stage Three focuses on solving problems or managing problems that
are difficult or intractable. Because families by this time have learned effec-
tive communication and empathy skills, many former ‘‘problems’’ no longer
carry the same emotional intensity, and may be solved more readily. In addi-
tion, modifying dysfunctional interactions, such as engage/distance (or,
demand/withdraw) is targeted for improvement (4).

In Stage Four, issues of closeness are addressed, with a focus on
(i) transforming conflict into closeness; and (ii) resolving dialectical tensions
between intimacy and autonomy (4,25). Different models of BPD note that
clients with BPD often desire high levels of closeness. Rather than assuming
this is problematic or pathological, there is evidence that patients with
more emotional involvement from their family members do better in the
long-term (26). Thus, in this treatment the target is simply trying to find a
synthesis when there are different levels of desired closeness in a dyad.

Across all stages, there may be particular behavioral patterns to con-
sider. In DBT, these patterns are polarized and thus, they are often called
‘‘dialectical dilemmas.’’ For example, Rathus and Miller (27) have identified
the following dialectical dilemmas that may characterize many families of
borderline clients: (i) excessive leniency vs. authoritarian control (parents
or caregivers may polarize at one end or the other of this apparent dichot-
omy; a synthesis would be more authoritative parenting); (ii) normalizing
pathological behaviors vs. pathologizing normative behaviors (a synthesis
would help family members support and/or accept and validate normative
behaviors, and challenge pathological ones for change); and (iii) forcing
autonomy vs. fostering dependence (a synthesis would promote healthy
interactions, satisfying to both members of any dyad in the family).
Fruzzetti and Fruzzetti (4) highlighted five such dilemmas, or ‘‘polarities’’
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that need to be synthesized over the course of treatment: (i) closeness vs.
conflict (synthesized to find a balance, using skills to transform conflict into
closeness); (ii) acceptance vs. change (both are desirable, and needed, in dys-
functional situations); (iii) one family member’s needs and desires vs. the
another’s (a synthesis would focus on win/win solutions, acknowledging
that the family is a system, and that the members’ behaviors are intercon-
nected); (iv) individual vs. relationship satisfaction (solutions ideally lead
to both); and (v) intimacy vs. autonomy (rather than opposites, it may be
possible to have high levels of both in healthy relationships).

Keeping these dilemmas, or polarities, in mind allows the therapist to
understand the family’s interactions at multiple levels, and to construct
interventions that have the overall goal of synthesizing these longstanding
areas of conflict and polarization.

4. CLINICAL VIGNETTE

Alicia is 21 years old and lives with her parents, Carol and Bill, both in their
late 40s. She has been hospitalized more than a dozen times since age 15
with multiple suicide attempts, typically by overdosing on prescription med-
ication. She also has problems with self-injury (as often as twice per week),
binging and purging (also up to two times per week), binge drinking (once
or twice per month), and legal problems as a result of several car accidents
while under the influence of alcohol. Alicia has held several part-time jobs,
usually for a few months before getting fired for not showing up or chronic
lateness. She also has accumulated ~1 year of college credit with good grades
at a local university, although she has also withdrawn from many classes she
started.

Carol and Bill have been married for 24 years, and have another
daughter, Claire, who is 19 and enrolled in a college in another state. Claire
has been a successful student, apparently without the kinds of problems that
Alicia has. Carol works full time, has many friends, and is typically deva-
stated when Alicia ‘‘relapses.’’ Bill also works full time, has ‘‘several’’ drinks
most nights, and prefers to keep to himself. They describe their marriage as
‘‘solid,’’ although they report few common activities and little time together.
Bill says that the only conflict they ever have is over how to handle Alicia.

After a recent suicide attempt she began a new treatment (DBT).
About 3 months after starting treatment, and for the first time since Alicia
was 16 or 17, her therapist has asked that Carol and Bill participate with
Alicia in concurrent family therapy. Carol was excited to participate;
although reluctant, Bill agreed. Rebecca, the family therapist, is on the same
treatment team as Alicia’s individual therapist, and the family understood
that they would work as a team. In the first session, Rebecca oriented
the family to Alicia’s treatment and to some ways of understanding Alicia’s
problems that, to Bill’s surprise, did not place blame on the parents (nor on
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Alicia). In fact Rebecca was quite sympathetic to how difficult it could be to
love a child and have her come so close to death so often, and engage in so
many dangerous behaviors. At the end of the session, they agreed to meet
for six times over the next 6–12 weeks, and then to reevaluate.

In the second session they focused on learning mindfulness and
relationship mindfulness skills—that is, how to be in the present, letting go
of memories of past problems and future worries, using specific skills such
as attentional control to observe, describe, and participate. They practiced
trying to just be able to have lunch together, with everyone’s attention
on being together, bringing their attention back to the present whenever
memories of prior difficulties or judgmental thinking derailed them.

In the next session, Rebecca went over some analyses of Alicia’s recent
cutting and overdose episodes. Alicia had reported that the only time in
recent memory that her father had seemed worried about her or had
expressed any affection was in the hospital ER or ICU. Alicia noted that
he seemed scared, teary, and had held her hand and stroked her hair, telling
her ‘‘everything will be OK’’ on these occasions. Bill acknowledged that he
was frightened and didn’t ‘‘want to lose’’ Alicia. Carol then began to criti-
cize Bill for being so distant from both Alicia and from her. Rebecca slowed
the whole conversation down, soothed and validated both Bill and Carol,
and also asked Alicia to comment. Alicia described how she longed to be
loved by both of her parents and accepted for who she is, but that most days
it felt like her father hated and resented her, and that no matter what she did
her mother would be critical.

Rebecca asked each member of the family to try something different.
She asked: (i) Bill if he would be willing to express some of the love and nur-
turance that he displayed in the hospital on a regular basis, maybe doing
some activity or finding some way to pay attention to Alicia once or twice
a week, even if just for 10 or 15minutes; (ii) Carol if she would support Bill
in this time alone with Alicia, in particular by not criticizing him for having
a different approach than she would; (iii) Alicia if she would accept Bill’s
caring and not withdraw or be critical. They agreed. Then, in order to try
to make these changes work, Rebecca spent the rest of that session, and
the next, helping the family learn expression and validation skills. In subse-
quent sessions they went over both their successes and failures, and actually
repeated interactions that had gone awry until they were able to have a more
satisfying and constructive process.

Before the 5th session, Alicia had cut herself severely enough to
require stitches. Bill had been confused, not knowing whether to go to the
hospital with her or not, but did take her to the ER himself in the end.
In the next session they discussed this, and Rebecca suggested that, although
never cutting again would be the best solution, should Alicia harm herself
again, then either Alicia should manage her medical needs herself, or Bill
(or Carol) should call 911 and stay out of it. Alicia was quite scared by this,
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but also seemed to understand the rationale that this was a potentially dys-
functional pattern: by giving a lot of nurturance for a dangerous and
dysfunctional behavior like self-injury, Bill might be unintentionally contri-
buting to the problem. Thus, everyone had to join together against the pro-
blem (cutting). Alicia acknowledged that she was feeling a little better about
her relationship with her father, and Bill was able to describe how nice it was
to interact with Alicia in a positive way more, and how scared he was when
she hurt herself. They continued to work on interacting skillfully through
the 6th session.

At that point, Rebecca discussed several options with them: (i) they
could continue in family therapy with her; (ii) they could end family treat-
ment altogether; (iii) Carol and Bill could work on some of the things that
came up that are problems for them as a couple (an erosion of closeness,
managing conflict); and/or (iv) Bill and Carol could join a program for
family members with a child who has BPD and associated problems (Family
Connections).

They decided that they did not want couples therapy, but did want to
try the Family Connections group in the community, and to continue in
family therapy once per month, while Alicia also continued in her individual
treatment.

In the next 6 months Alicia had only one instance of self-harm, and no
suicide attempts or hospitalizations. Alicia continued in individual treat-
ment, and Carol and Bill participated in the family group. As Alicia became
more stable, in their monthly family therapy sessions they focused increas-
ingly on increasing support, enjoying their relationships, and improving
communication. After 6 months Alicia decided she wanted to attend college
full time and live on campus. Family therapy continued approximately once
per month after that, focusing on this new transition and encouraging all
family members to use the many skills they had acquired.

5. CONCLUSIONS

Although most models of the development and maintenance of BPD
hypothesize a central role for the family, relatively few treatment interven-
tions specifically for BPD families have been developed or evaluated. Never-
theless, considerable data from other disorders and emerging data with BPD
suggest that family interventions may be quite important, across several
domains: (i) to augment outcomes for the patient; (ii) to alleviate distress
and burden among family members; and (iii) to improve overall family func-
tioning. Important improvements in these domains may be achieved either
by employing multi-family groups (parents, partners, mixed family constel-
lations, with or without the patient) or by using a traditional, one-family
intervention strategy. Some of the common issues and problems in treating
families with a BPD member were highlighted, with suggestions for effective
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interventions. The importance of having clear treatment targets, along with
suggestions for a hierarchy of targets, was explicated. Similarly, various
skills available to patients and family members were described, both in
the context of multi-family skill training groups and traditional family
therapy.
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Day Hospital Treatment of Borderline
Personality Disorder

Anthony W. Bateman

Halliwick Unit, St. Ann’s Hospital, London, U.K.

Borderline personality disorder (BPD) is a common condition with a preva-
lence of between 0.2 and 1.8% of the general population (1). Patients at the
severe end of the spectrum display marked functional impairment showing
high unemployment, failed interpersonal relationships, impulsively chaotic
behavior, and criminal activity. Many are major utilizers of psychiatric
and welfare services, especially those who have a history of parasuicide
(2); almost 10% commit suicide (3). Those at the less severe end of the
range may function well in specific circumstances, form constructive rela-
tionships, maintain employment, but remain vulnerable to mood changes,
inconsistency, and impulsivity. This heterogeneity of pathology has led to
the development of a number of different treatment alternatives ranging from
supportive psychotherapy in outpatients to long-term inpatient treatment.
An intermediate option of partial hospital/day treatment has been neglected.

During the 1960s–1980s, inpatient treatment became the recommended
treatment option for many patients, particularly for containing the consider-
able clinical risk of suicide and of reducing damaging impulsive behavior.
Indications for long-term hospitalization for BPD included current disorga-
nized and self-destructive acts combined with difficulties in establishing a
therapeutic alliance with a therapist as an outpatient (4). This clinical view
remained unchallenged for many years for a number of reasons. First, no
alternative outpatient and day patient programs existed and where they
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did, day hospital programs relied on local populations; secondly, there was
little research indicating which patient should be treated in which context;
thirdly, reimbursement from insurance companies of fees for day programs
and outpatient treatment required co-payment from the patient; and finally,
inpatient treatment was profitable and fully reimbursed.

This hegemony of inpatient treatment has now been challenged albeit
not on clinical grounds but primarily because of economic factors. Health
services around the world have found it impossible to meet spiraling costs
and so have sought to cut costs wherever they can. The development of
outpatient services offering specific, evidence-based treatment methods for
BPD, for example Transference Focused Psychotherapy (TFP) (5) and
Dialectical Behavior Therapy (6), has offered the opportunity for govern-
ments and healthcare organizations not only to reduce costs but also to
do so on grounds of evidence. Inpatient services had become complacent
about research and paid the price. But this still left day hospitals as the Cin-
derella of psychiatric services quietly offering services but uncertain about
their position and role in the treatment of BPD, trapped between the less
intensive outpatient program and the extreme of prolonged inpatient treat-
ment. This has begun to change. Although partial hospital programs may
still be overtaken by the intensive outpatient program (7), nevertheless, there
is a growing body of evidence that day treatment for BPD may be a useful
alternative and the purpose of this chapter is to describe the role of the day
hospital, outline some of the components of treatment, and summarize
current research.

1. PRINCIPLES OF DAY TREATMENT

Day treatment is an ill-defined term but is usefully contrasted with day hos-
pitalization and day care. In general, day hospitalization supplements or
continues the work of the inpatient unit, acts as an alternative to inpatient
treatment, or eases the move of patients’ from inpatient treatment to out-
patient or community care. Day care offers long-term maintenance therapy
to patients suffering from chronic, persistent, and socially disabling psychia-
tric disorders. In contrast day treatments are active programs of varied
interventions which aim to provide not only some symptom relief but also
stimulate rehabilitative change. Most are time-limited, although the length
of treatment may range from a few weeks to 2 years, and be organized to
treat specific conditions.

Day treatment has a number of advantages for the treatment of BPD.
It is well placed to offer a containing, structured, varied, and flexible pro-
gram for a chaotic group of patients who may find it difficult to attend out-
patient appointments on a regular and timely basis. In addition the intensity
of the program can be adapted to the needs of an individual or group of
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patients and so offer neither too much nor too little. This avoids the costly
and sometimes deleterious effects of inpatient admission.

While these features are not the prerogative of day hospitals and may
be characteristic of other treatment contexts, an additional element of day
hospitals is a safer environment within which patients and therapists can
work when risk is high. Furthermore this can be done without removing per-
sonal responsibility from the patient.

Inevitably, day hospitals may have some disadvantages. Programs can
lack clarity about what they offer, becoming drop-in centers without a treat-
ment focus or a transparency about aims. Many are complex programs with
the potential for poor integration of the different components leading a
patient already struggling with a disintegrated inner world to become more
bewildered. But these are symptoms of a poorly organized treatment rather
than being intrinsic to day hospital treatment itself.

2. COMMON FEATURES

There are a number of general features of day hospital treatment which are
common to all programs for borderline personality disorder irrespective of
the underlying model of treatment. In general these fulfill the basic require-
ments of an effective treatment program for BPD identified by Bateman and
Fonagy (8). In a review of the literature, they concluded that useful treat-
ments tended to (a) be well-structured, (b) devote considerable effort to
enhancing compliance, (c) have a clear focus whether that focus is a problem
behavior such as self-harm or an aspect of interpersonal relationship pat-
terns, (d) be theoretically highly coherent to both therapist and patient,
(e) be relatively long-term, (f) encourage a powerful attachment relationship
between therapist and patient, enabling the therapist to adopt a relatively
active rather than a passive stance, (g) be well-integrated with other services
available to the patient, and (h) be flexible.

2.1. Team Approach

The complexity of day hospital programs necessitates a ‘‘team approach’’ to
treatment. Teams may employ what has been called a ‘‘skill share model’’ of
care (9) in which each member learns the skills of other members, at least at
a basic level. The team is therefore never depleted of skills and team mem-
bers can substitute for each other at times of absence. This is akin to the
model commonly used in assertive outreach with staff having a generalist
level of specialist skills (10). The skill share model removes rivalry between
professional disciplines but needs trust, good management, and leadership.

Leadership is necessary to ensure that agreed interventions and proto-
cols are implemented within a team and requires a willingness on the part
of a team to assign the responsibility of leadership to a member of the team
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as well as that member being willing to undertake the leadership role.
Underlying rivalries within a team will inevitably bring with them inconsis-
tency as members of the team attempt to develop greater influence. For
effective teamwork, the natural tendency of any one person to want to make
an individual contribution has to become sub-dominant to the team itself. In
order to achieve this, the development of an iterative process is necessary in
which the team moves towards a consensus that is then held by the team
itself. New members of the team can then be educated by the team in the
team’s perspective.

The multidisciplinary approach of a day hospital team has advantages,
particularly for patients with severe PD who require frequent risk assess-
ment, have multiple needs, demand continual engagement if they are to
remain in treatment, and provoke powerful counter-transference reactions.
The reactions of staff to patients with PD commonly subvert the task of
treatment and lead to inappropriate actions on the part of staff (11). Careful
attention to counter-transference can reduce the likelihood of unprofessional
conduct, aid risk assessment, for example of the level of dangerousness, and
inform treatment intervention.

2.2. Structure

Structure describes the way in which a program is put together, how it is
implemented on a daily basis, how it organized over the longer term, how
predictable it is, and how clear its boundaries are in terms of roles and
responsibilities. Inconsistency, lack of coordination, incoherence of
response, unreliability, and arbitrariness are all antithetical to structure.
But structure is not simply a ‘‘how’’ phenomenon but also a state of mind
in which both patients and therapists are able to think about aspects of
treatment from a shared base. To this end, patients and therapists need to
understand therapy, its purpose, and the reason for each of its components.
This enables therapists to respond to common clinical problems consistently
and fairly.

The gravest danger of the failure to sustain treatment structure is of
boundary violations. Establishing structure militates against regression and
it is regression, along with unprocessed counter-transference responses,
which can stimulate transgression of patient/therapist boundaries (11).

2.3. Integration of Modalities of Therapy

While day hospital programs vary, many offer group and individual therapy
together, often combining them with biological psychiatry and milieu ther-
apy. Some groups may be cognitively orientated, while others are dynamic,
insight-orientated groups; and day hospital treatment is rarely a ‘‘pure’’
therapy model. The provision of individual and group therapy allows the
splitting of transference, softens the emotional intensity, and protects the
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patient from the consequences of too powerful an activation of their attach-
ment process. The patient can take refuge within individual therapy when
group therapy becomes frightening or seek sanctuary in the group when
individual therapy becomes too difficult.

The simultaneous provision of group and individual therapy is an
ideal arrangement within which to work with patients, although not all
day hospitals use this combined approach. A patient who is excessively
anxious and aroused in group therapy will be unable to explore his problems
within that context and so the individual therapy session becomes the place
of safety where he can reflect critically and thoughtfully about himself in the
group. At these times, the individual therapist ensures that the patient
concentrates on his problems within the group, the interpersonal context
in the group that may be driving the anxiety, and how his fears relate to cur-
rent and past aspects of his life. This requires careful coordination between
the individual and group therapists to minimize the adverse consequences of
splitting the transference and to make certain the patient moves towards
mental balance rather than continuing to manage anxiety through splitting,
idealization, denigration, and withdrawal.

2.4. Consistency, Constancy, and Coherence

It is crucial to maintain consistency, constancy, and coherence of treatment
because individuals with BPD may detect and exploit inconsistency. On
occasions this may be conscious and part of an attempt to fulfill personal
desire whereas at other times it is done unwittingly, driven by unconscious
process and excess anxiety of disintegration.

Inconsistency arises when ‘‘splitting’’ occurs within teams. Splitting
may arise for a number of reasons and, whenever it occurs, the most impor-
tant point is to try to establish its meaning (12). Sometimes, externally man-
ifested splitting may simply be a result of poor team communication, while
at other times it may be a representation of the internal processes of the
patient. Yet at other times splitting within therapists or teams can result
from their own unresolved transferences and have little to do with the
patient. An understanding of these processes will enable a treatment team
to offer consistency and will allow each member to be constant in their
approach. Different causes of splitting need different interventions. Splitting
arising in the context of unresolved transferences needs team-work rather
than patient work, but splitting emanating from projections of the patient
may need clinical discussion within the team followed by dialogue with
the patient.

2.5. Relationship Focus

Because borderline personality disorder is characterized by problems in
forming and maintaining mutually supportive relationships, the primary
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focus of treatment has to be on developing a constructive therapeutic rela-
tionship and engaging the patient in a treatment program. Day hospitals are
well placed to do this because they offer a treatment team and milieu that
allows damaging and destructive behavior and attitudes to be contained
and worked on. Problems are re-enacted between patient and therapist,
between patient and team, between patient and patient, between team mem-
bers, and between the team and the system within which they work rather
than solely between patient and individual therapist. This allows a dilution
of the powerful effects that are evoked and a greater chance of preventing
dangerous impulsive behavior.

2.6. Flexibility

The unstable lifestyle of patients with borderline personality indicates the
need for flexibility in treatment. Instability in lifestyle evinced by patients
with borderline personality is inevitably manifested in relation to psychiatric
services. Appointments are missed, treatment advice is disregarded, motiva-
tion to get help fluctuates rapidly, and professionals are regarded as wonder-
ful at one moment and useless and ineffective at another. Such attitudes and
actions should not be interpreted as indicating that the person does not want
help, nor taken as an opportunity to discharge the patient, nor be seen as
evidence that the treatment is not working, nor used to fuel the narcissism
of the therapist. What they do indicate is the need to be flexible. Initial
attempts to engage a patient in treatment must be flexible, and once treat-
ment itself has commenced, the team needs to show willingness to compro-
mise over the details of treatment for a short time. Day hospitals are much
more flexible than outpatient treatments in this regard. Compromise and
negotiation around components of the program form part of the process
of engagement as long as the fundamental aspects of treatment are not
conceded.

In order to sustain a posture of flexibility, the therapist needs to be
aware of what not to do as much as what he should do. The borderline
patient’s tendency to default to rigid role assignment when representations
are destabilized can easily be reciprocated by the therapist. The more the
patient challenges the therapist, perhaps accusingly, or insists the therapist
has a particular state of mind, the greater the chance that the therapist
will take an opposing view or will even take on the very state of mind of
which they are accused, and thus become equally entrenched within a rigid
system. This will lead to a battle that only the patient can experience as
being won, even though it is a Pyrrhic victory, since it usually heralds a
breakdown in the relationship. Flexibility needs to be built into treatment
delivery. A patient may be excessively anxious about group sessions and fail
to attend on a regular basis but come to all his individual sessions. In this
situation, the flexible therapist focuses on the underlying anxieties leading
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to non-attendance at the groups. The inflexible therapist issues ultimatums
about discharge from the program for non-attendance at part of the
program. Short-lived permissiveness in this respect is a virtue as long as
the aims of the sessions are clarified with the patient.

2.7. Intensity

In general, borderline patients require a level of care of sufficient intensity to
stabilize social chaos and reduce dangerous and impulsive behavior. Inten-
sity refers to the concentration of treatment in terms of frequency of ses-
sions, depth of psychotherapeutic work, and the need for a comprehensive
package of care. It needs to be balanced with the length of treatment. Some
patients may need high intensity for short periods and others low intensity
for a longer time. Day hospital programs offer the possibility of consider-
able variance in intensity, allowing patients to attend daily or less frequently
depending on the patient’s need. They provide an appropriate balance
between need, safety, and dependency on the one hand and autonomy, risk,
and self-reliance on the other. It is neither too much nor too little.

2.8. Individual Approach to Care

Many day hospital programs appear fixed and immutable and yet borderline
patients must be considered as individuals with their own problems and not
seen as people who have to fit into a predetermined treatment program. Bor-
derline patients do not like being considered as simply another one of many,
any more than other patients, and indeed in many ways, they have been sub-
jected to more neglect and abuse than others; so it is not surprising that they
demand individual care. What they seek is attention and responsiveness
from a person who is not preoccupied with their own problems or whose
‘‘mind is elsewhere.’’ Borderline patients rapidly recognize therapists who
are more involved with their own problems than with attempting to under-
stand theirs and some will mercilessly attack such a therapist for repeating
with them the very situation that they feel has led to their neglect—a care-
giver who failed to have them in mind.

In day hospital programs which combine individual and group ther-
apy, a balance needs to be maintained throughout treatment with the indi-
vidual care being offset by the group therapy. Borderline patients not only
have to focus on their own mind but on that of others. It is the latter with
which they may have more difficulty. Individual therapy on its own can
become an enclave within which they take refuge, ruminating on themselves
in order to protect themselves from the minds of others. This ever present
danger of the ‘‘enclave’’ in individual therapy is tempered by the addition
of group therapy and may be part of the reason why some programs do
not offer individual sessions.
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3. SPECIFIC FEATURES

There are a number of more explicit features that have been described in day
hospital treatment of borderline personality disorder which appear to trans-
cend different psychotherapeutic models. These include working with affect,
milieu development, using group therapy alone or combining group and
individual therapy, and maintaining a cohesive staff team.

3.1. Working with Affect

Borderline patients become overwhelmed by feeling and are unable to differ-
entiate between affective states at times of high general arousal. Their capa-
city to regulate their manifest emotional states appears impaired. This has
been generally recognized as a core symptom of the disorder and is com-
monly understood as a failure of emotion regulation as a consequence of
a general difficulty with understanding the emotions that arise, their con-
scious and non-conscious determinants, and labeling affect states in appro-
priate ways (13). It is therefore necessary to incorporate a focus on affects in
any day treatment program whether it is through the provision of specific
groups whose main aim is to identify and to process affect, for example
in DBT (14), or as part of all components of a program, for example in
dynamic therapy programs. Whatever the model used, intervention in
groups and individual therapy needs to focus on helping patients understand
their intense emotional reactions in the context of the treatment setting.
Active intervention is primarily necessary at times when failure of affect reg-
ulation leads to irrational behavior and inappropriate responses to others.
This can result in impulsive actions including acts of self-harm, suicide
attempts, and altercations with others. With appropriate intervention, the
risk of such enactments can be substantially reduced.

Day hospital treatment using DBT specifically focuses on emotional
regulation in highly structured skills-based groups. Educational packages
are provided, practice sessions scheduled, and homework provided. Dyna-
mically informed programs use process-based groups. Affects and emotional
regulation are targeted throughout a group treatment program by
continually clarifying and naming feelings, understanding their immediate
precipitant within present circumstances, and placing them in the context
of previous and present relationships. Questions are asked about who
engendered the feeling and how; patients have to consider, ‘‘What feeling
may I have engendered in someone else, even if I am not conscious of it, that
may have made him do that to me?’’ Group sessions can be used, firstly, to
reinforce the focus on exploring the interpersonal context within which
strong feelings tend to arise and, secondly, to evolve a routine pattern for
confronting and dealing with these.
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3.2. Milieu Development

All day hospital treatment programs take place within a context in which a
group of patients come together with a common purpose. The atmosphere
that is created, the ambience that greets people, the character of the build-
ing, and the attitudes of staff need to be conducive to the treatment orienta-
tion and focus. This is the milieu. At the extreme, it becomes a treatment
method in its own right and is named a therapeutic community (TC).
Therapeutic community treatment can be defined as an intensive form of
treatment in which the environmental setting becomes the core therapy in
which behavior can be challenged and modified, essentially through group
pressure (15). Many writers emphasize the behavioral and social milieu,
and certainly the TC regime incorporates a strong behavioral component,
whereby an individual’s actions are endlessly examined and commented
on by the whole community, which acts as an antidote to feelings of isola-
tion and alienation by engendering a sense of belonging.

Therapeutic communities have been in existence as inpatient units in
the United Kingdom and Denmark for over 50 years but many are now
operating as day treatment TCs (16). Some inpatient TCs continue to oper-
ate, such as the Henderson Hospital (18) and the Cassel Hospital (18). But
even these have outreach teams or day treatment facilities.

At a less treatment-specific level, the milieu of a day hospital sets
the context for a treatment program and facilitates treatment by providing
a setting which enhances and reinforces interventions. Behaviorally oriented
programs develop a behaviorally responsive milieu continually looking at
behaviors within the system (19). Dynamic programs need to develop a
milieu that encourages thought over action, concern for self and other,
understanding rather than dismissal, and containment without removal
of responsibility. The milieu should establish an environment that can
contain strong feelings and fears of abandonment without excessive protec-
tion or over-stepping appropriate therapeutic boundaries to become over-
permissive.

Some of the most detailed descriptions of day hospital programs out-
lining the milieu have been provided by Canadian and Norwegian groups
who have been the pioneers and major proponents of contemporary day
hospital treatment for BPD and other personality disorders. Rosie and
Azim (20) described a structured group therapy program in which dialogue
was encouraged, dreams welcomed, and the expression of affect supported.
This was elaborated later by Azim (21) and Piper et al. (22) and subjected to
outcome research (see below). They describe a number of processes akin to
those used in therapeutic communities except that the milieu is not the
treatment itself. In particular, they emphasize the dangers of loss of leader-
ship and recommend the judicious use of authority stating that ‘‘within
the day treatment program, leaders’ ongoing conscious effort to exercise
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authority while refraining from abusing power constitutes the single most
important factor in anticipating, forestalling, and resolving the destructive-
ness of collective disturbances’’ (23; p. 1021). Certainly, the early pioneers of
TC approaches (24,25) recognized that the blurring of roles may easily
become an abdication of authority and responsibility.

Our own treatment program, mentalization based treatment (MBT)
(26), does not follow TC principles but manifestly takes place within a
milieu in which patients join together outside treatment groups. Although
there is no unified treatment approach within therapeutic communities, their
defining characteristic involves ‘‘communalism in sharing tasks, responsi-
bilities, and rewards; permissiveness to act in accord with one’s feelings
without accustomed social inhibitions; democratic decision making; reality
confrontation of the subject with what they are doing in the here-and-
now; as well as social analysis or Main’s culture of enquiry’’ (17). There is
an attempt to minimize the ‘‘power relationship’’ between patient and
therapist. All these features create a social structure and milieu which are
harnessed to promote psychological change. In MBT there is no commun-
alism of tasks, democratic decision making, or permissiveness to act without
consideration of cultural social inhibitions, and there is no blurring of
patient and staff roles leading to the criticism from therapeutic communities
that, as in other therapies, there is a power relationship. In fact there is a
clarity of roles and responsibilities without denial of difference. This is an
important distinction. In MBT, the difference between patient and staff is
clear within the delivery of treatment. A central feature of borderline
patients is that whenever they develop a relationship of personal impor-
tance, for example engaging in therapy, their interpersonal representational
system becomes unstable. The representation of their own internal states
and those of others becomes fluid and so they are unable to accurately
recognize what they are feeling and thinking in relation to the other or to
know what the other is feeling or thinking in relation to them. The relative
absence of clarity of roles and responsibilities in a therapeutic community
can create panic rapidly in some borderline patients leading to confusion
and terror as their grasp on reality becomes tenuous. This results either in
a retreat from therapy which may account for the greater dropout rate from
therapeutic communities than from other more structured treatments or in a
shift into a more grandiose state in which the patient dominates the commu-
nity and holds power of admission and discharge of other patients—neither
response is likely to be therapeutic to the individual or to others.

3.3. Group Therapy or Group Plus Individual Therapy

There is almost no evidence to help clinicians decide whether a day program
should consist solely of group therapy or be a combination of group and indi-
vidual therapy, and many centers experiment with both. Nevertheless, there
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are some indicators that a combination may have some advantages in the

treatment of BPD. Dropout rates of group programs (27) appear to be

greater than those offering individual therapy, and two treatments found

to be reasonably effective in randomized trials combine group and individual

therapy, namely DBT and MBT.
The program in MBT is a combination of group and individual ther-

apy, enabling the patient to use a two-model split of therapy, while having

to integrate both aspects over time. The treatment team values group and

individual therapy equally, recognizing the need for both to address differ-

ent aspects of the personality disordered patient’s problems. Borderline

patients tend to idealize one aspect of treatment and denigrate the other

and most patients prefer the individual sessions and find group interactions

painful and frightening. Working with the patient’s anxiety about group

therapy is therefore a primary task of individual therapy early in treatment.

The therapist helps the patients think about themselves in the group from

the vantage point of the individual session, attempting to understand the

patients’ underlying fears. Thinking about themselves in another situation

from within a significant relationship helps borderline patients place

adequate distance between aspects of themselves—the ‘‘me’’ in the group

is considered by the ‘‘me’’ in the individual session. Early in treatment this

makes it safe for the patients to consider their own actions and reactions

without being overwhelmed by emotion, and encourages mentalization.
The simultaneous provision of group and individual therapy is an

ideal arrangement within which to encourage mentalization. A patient

who is excessively anxious and aroused in group therapy will be unable

to explore his problems within that context and so the individual therapy

session becomes the place of safety where he can reflect critically and

thoughtfully about himself in the group. At these times, the individual thera-

pist ensures that the patient concentrates on their problems within the

group, the interpersonal context in the group that may be driving the anxi-

ety, and how their fears relate to current and past aspects of their life. This

requires careful coordination between the individual and group therapists to

minimize the adverse consequences of splitting the transference and to make

certain the patient moves towards mental balance rather than continuing to

manage anxiety through splitting, idealization, denigration, and withdrawal.
There is an ever-present danger in the individual therapy of patient

and therapist unwittingly slipping into a ‘‘pretend’’ therapy. The combina-

tion of group therapy and individual therapy protects against this develop-

ment because patients who try to take refuge within individual therapy

continue to be challenged within the group by other patients who rapidly

detect pretence and confront anyone who hides behind intellectual defenses

and false understanding.
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3.4. Staff Team

Not all staff can work with patients with borderline personality disorder.
They need a high degree of personal resilience and qualities that enable them
to maintain boundaries, while offering flexibility, survive hostility without
retaliating, and manage internal and external conflict without becoming
over-involved. In order to work within a day treatment program, they must
be effective ‘‘team players’’ and comfortable with working in a multi-
disciplinary group without insisting on strict, professionally determined,
demarcation of tasks. The rigid, narcissistic, self-protective, defensive pro-
fessional is positively harmful to a team approach. The flexible, reflective,
communicative, considerate individual who is clear about personal and
interpersonal boundaries and who can tolerate and withstand the emotional
impact personality disordered patients have on them and the team is a
bonus. Characteristics such as these are neither the property of any single
professional group nor easily developed solely through training or experi-
ence. They relate to an individual’s own personal history, security of attach-
ment pattern, and personality, and while these characteristics are difficult to
assess, they are likely to have an impact on the effectiveness of treatment.
Improved outcome on thoughts of self-harm and suicide is associated with
therapists holding a ‘‘non-pejorative conceptualization’’ of people meeting
the criteria for BPD (28) and psychotherapy research suggests that a com-
plementary pattern of interpersonal style is associated with better outcomes
(29). Henry et al. (30) found that poor outcome client–therapist dyads were
distinguished from good outcome dyads by a pattern of therapist hostility
and reciprocal patient self-criticism, possibly because they fail to develop
a constructive therapeutic alliance.

It is plausible to suggest that a therapist’s previous experience with
important others and his ability to form relationships will impact on his
capacity to form relationships with borderline patients. Dunkle and
Friedlander (31) demonstrated that therapists who are comfortable with clo-
seness are more likely to experience their alliance with a patient in a positive
light but this did not take into account the interaction between patient and
therapist styles, which is heavily influenced by transference and counter-
transference. In a further study, Dozier et al. (32) found that case managers
with secure attachment styles were able to respond appropriately to patients’
underlying needs and to resist patients’ pull to behave in a manner that
confirmed their preconceived schematic representations of self and others
when compared with case managers with preoccupied or dismissing styles.
But the situation is more complex because Tyrell et al. (33) found that
patients work best with professionals who show a different attachment style
to their own, suggesting that a complementary but distinct affiliative style
may allow a patient to disconfirm rigid working models and develop new
ones. The de-synchrony, as long as it is not too disparate, may stimulate
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greater mentalization on the part of both patient and therapist if the thera-
pist works hard at giving accurate and ‘‘marked’’ interventions. This is in
keeping with Kantrowitz (34) who found that too much overlap between
patient and therapist conflict led to ‘‘blind spots’’ in therapy and Eagle’s
view (35) that attachment styles are an important variable in therapist abil-
ity to understand the mental states of others. Finally, Rubino et al.’s (36)
findings that anxious therapists tended to respond less empathically with
fearful patients may be of significance in the treatment of BPD in relation
to dropout and acting out.

Overall this evidence implies that basic professional training is only
one aspect of the suitability of a practitioner to treat BPD and the ability
to form a therapeutic bond is an essential element if a collaborative relation-
ship is to emerge and the patient is to engage and remain in treatment. It has
been suggested that experts in BPD (Kernberg and Linehan) ‘‘meet the
patient’s emotional intensity or lability head on with a steady emotional
intensity of their own. Both therapists give the patient the feeling that they
are present, engaged, and indestructible’’ (37). Gunderson (13) suggests that
practitioners who are effete, genteel, or controlling are positively contrain-
dicated in BPD, while Stone (38) believes that they ‘‘have a way of reducing
us to our final common, human denominator, such that allegiance to a
rigidly defined therapeutic system becomes difficult to maintain. They force
a shift in us, as it were, from the dogmatic to the pragmatic.’’ At the very
least, the mental health professional, therefore, has to retain the capacity
to be steady, skillful, and competent despite provocation, anxiety, and pres-
sure to transgress boundaries. Rosenkrantz and Morrison (39) concluded
that ‘‘high boundary’’ therapists function well with borderline patients.

4. RESEARCH AND DAY HOSPITAL TREATMENT

It is surprising that until the 1990s, little attention was given to research into
day (or partial) hospital treatment of personality disorder given its potential
as a context within which to treat some of the more severe borderline
patients. In some early research, Dick and Woof (40), using a program of
analytic group psychotherapy and structured group psychotherapy, found
that after 12 weeks of treatment, patients suffering from neurotic problems
showed considerable change in self-satisfaction and reduced their depen-
dence on psychiatric services. A small subgroup diagnosed retrospectively
as borderline personality disorder increased their use of services possibly
indicating that longer term treatment is necessary to effect changes in per-
sonality disorder. Tyrer et al. (41) found no difference in outcome between
outpatient and day patient care for patients with neurotic disorders suggest-
ing that day hospital treatment should be reserved for those patients with
either chronic disorders or in need of inpatient care. Many personality dis-
ordered patients fulfill both criteria.
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During the 1990s, many influential studies came from a well-estab-
lished group in Norway. Vaglum et al. (42) and Karterud et al. (43) studied
prospectively 97 patients, many with personality disorder, treated in a
psychodynamically orientated day hospital of whom 76% had an Axis-II
DSM-III-R diagnosis. The program was 5 days per week, 7 hours per day,
and consisted of dynamic, cognitive, and expressive therapy. The primary
outcome measures were SCL-90 and the Health Sickness Rating Scale. After
a mean treatment time of nearly 6 months, the symptom outcome was very
good for patients with Axis-I disorders only, good for Cluster C personality
disorders, modest for borderline patients, and very modest for schizotypal
patients. They concluded that the containing capacity of a day hospital
therapeutic community is substantial and that it may reduce the need for
inpatient treatment. A 3 year follow-up showed that the gains were main-
tained but borderline patients, along with those with schizotypal PD, failed
to show improvement in social functioning.

Gradually, the Norwegian network of day hospitals have developed
an evidence-based treatment which combines a time-limited (18 weeks)
intensive day hospital program aimed at symptom reduction, establishing
a therapeutic alliance, and motivating patients to attend a follow-on pro-
gram of outpatient group analytic therapy for 1.5 hours per week (maximum
3.5 years) aimed at rehabilitative change. No individual therapy is offered.
In their initial study (44), 183 patients were assessed at admission and dis-
charge for symptoms, interpersonal function, and global assessment of func-
tioning (GAF). About 77% of patients completed the day treatment
program, showing improvement in all areas measured, with effect sizes in
the medium-to-high range. At 1-year follow-up of 96 patients, patients com-
pleted a questionnaire covering social adaptation and clinical information
and participated in a telephonic interview with a clinician (45). Improve-
ments were maintained; 74% of treatment completers improved clinically
with 64% of completers continuing in the outpatient group program. A lack
of improvement was most strongly predicted by the expression of suicidal
thoughts during treatment. A further paper (46) underscores the importance
of patients participating in the follow-on program. In a comparative study,
12 borderline patients who participated in day treatment and subsequent
outpatient group psychotherapy were contrasted with 31 who engaged in
the same day treatment but did not continue in the follow-up groups. At
an average of 34 months of follow-up, patients who had participated in out-
patient group psychotherapy had a lower level of symptoms, a reduced rate
of rehospitalization and suicide attempts, and a higher rate of remission
from substance misuse disorders. They argue that this indicates that a com-
bined model of day and outpatient treatment may be favorable for selected
patients with BPD.

The Norwegian group have also demonstrated that day treatment pro-
grams for PD are generalizable to settings other than university research
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centers. All patients (n¼ 1244) consecutively admitted to eight different
treatment centers in the Norwegian Network of Psychotherapeutic Day
Hospitals were screened with the SCID-II. Of these, 1010 patients were diag-
nosed as having PD with avoidant, borderline, PD NOS, and paranoia
being the most frequent. The outcome, as assessed on symptom measures,
quality of life, work functioning, and parasuicidal behavior was best for
BPD, cluster C patients and PD NOS, and poorer for Cluster A patients.
A high dosage of treatment appeared to give no better outcome than low-
treatment dosage (10 hours per week) and the university unit did no better
than units at local hospitals or mental health centers (47).

Another active research group based in Canada conducted one of the
few controlled trials of day treatment reported in the literature. In a pro-
spective study using a randomized design of treatment vs. control (delayed
treatment), Piper et al. (48) found significant treatment effects for 18 weeks
of day hospital treatment for patients with both affective disorder and long-
standing personality disorder. Interpersonal functioning, symptoms, self-
esteem, life satisfaction, and defensive functioning all improved after 4
months of treatment when compared with the control group, and gains were
maintained at 8month follow-up. The day hospital program has been
described in detail in Reference 22.

The same group investigated which patients are most likely to benefit
from day hospital treatment. This is of considerable clinical importance
because it would allow clinicians to place patients in an appropriate treat-
ment context. Using the patients of the original trial, a sample of 60 patients
from the treatment condition were contrasted with 39 from the delayed treat-
ment arm on a number of predictor variables. Age, marital status, and qual-
ity of object relations (QOR) related directly to remaining in the treatment
program. A history of long-lasting relationships, being older, and being mar-
ried were related directly to completing the program. But the interaction of
these factors was complicated. Marriage contributed positively in patients
with low-level QOR, whereas at a high level QOR, it made no difference.
Personality disorder itself was inversely related to outcome but the effect
of PD was dependent on QOR. At a low level of QOR, PD made no dif-
ference but at high levels of QOR, PD had a negative influence on out-
come. Another variable, named psychological mindedness (PM) and
defined as the ability to identify dynamic components of relationships
and to relate them to a person’s difficulties, was related directly to a favor-
able outcome on general symptoms and social adjustment. Overall, the
strongest predictive factors were the patient’s personality characteristics
as measured by PM and QOR. There was an interaction between these
two: at low levels of QOR, PM had a positive effect on the outcome
but made little difference at higher levels. This result has been partially
confirmed in a study of 102 patients of whom 72% were diagnosed with
personality disorder. Completers of treatment had higher psychological
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mindedness than non-completers and the presence of PM was of greater
importance for those patients with a chronic psychiatric history.

Further investigation of the treatment process produced more
intriguing results. A process variable defined as therapeutic ‘‘work’’ was
represented by (i) patients’ self-rating, (ii) others’ rating of the patient,
(iii) therapists’ rating of patient, (iv) patients’ rating of other patients. Each
of the ‘‘work’’ variables was related positively to outcome, which makes
clinical sense to the extent that those patients who participate more and
work harder gain the most benefit. But interestingly, there was an interac-
tion between the ‘‘work’’ variable and PM. For patients with a high PM,
the perception of other patients’ work had little effect on the outcome but
for patients with low PM, the perception of other patients’ work was directly
related to a favorable outcome. Perceiving others as working may compen-
sate for low PM and such patients may even be more dependent on others’
perceptions of them. Piper et al. have speculated that other patients in a
group may act as an auxiliary ego for patients with low level of PM and
become their psychological mind which allows them to remain in treatment
and perhaps gradually develop their own PM. Further research has
suggested that the overall perception by the patient of a supportive milieu
environment encouraging emotional expression may also be important for
change. Again, this has been partially confirmed by a study investigating
outcome in a day hospital of a group of personality disordered patients trea-
ted in large group psychotherapy with small group expressive therapy.
Dazord et al. (49) found that patient commitment to the large group was
associated with positive symptom change.

In sum, it is the perceptions and understanding that PD patients have
about their own level of therapeutic work and that of others that may be a
determining factor of outcome. This idea is in keeping with the concept of
mentalization that has been developed in our own mentalization based treat-
ment program for BPD.

5. MENTALIZATION BASED TREATMENT

There are a number of linked concepts that inform mentalization based
treatment (MBT) but three stand out. The first is psychic equivalence, the
second pretend mode, and the third mentalization itself. The first two
concepts refer to the ways children, before the acquisition of the capacity
to mentalize (and under certain circumstances individuals with BPD),
experience the world of mental states. When mentalization fails, modes of
representing psychological experiences that anti-date full appreciation of
the nature of mental states comes to dominate the patient’s mental world
(50). Patients operating in psychic equivalence equate the internal with the
external and experience no differences in perspective about the external
world because it is experienced as isomorphic with the internal, ‘‘I know
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all that is out there, and all that is out there is known to me.’’ In pretend
mode, the mental state is decoupled from external or physical reality rather
than being continuous with it but is separated from the rest of the patient’s
mental world. The result of these two modes of function is that in psychic
equivalence, experience is too real and therefore overwhelming, while pre-
tend is too unreal and therefore detached and isolating. The individual
either becomes engulfed by affect, experiencing too much, or under-
whelmed, experiencing too little. In the former state, the patient’s sense of
self fragments, while in the latter it becomes rigid and fixed with an illusory
stability but without meaning, connection, narrative, and flexibility. It is the
integration of the psychic equivalent and pretend modes of functioning that
gives rise to mentalization in which thoughts and feelings can be experienced
as representations, and inner and outer realities are seen as linked, but sepa-
rate, and are no longer either equated to or dissociated from each other.

Using a day hospital treatment of group and individual psychotherapy
focusing on these aspects of borderline function, we set up a randomized
controlled trial of treatment. Our initial study (51) compared the effective-
ness of a psychoanalytically oriented PH program using mentalization
techniques with routine general psychiatric care for patients with borderline
personality disorder. The treatment took place within a routine clinical
service and was implemented by mental health professionals without full
psychotherapy training who were offered expert supervision. The results
showed that patients in the PH program showed a statistically significant
decrease on all measures in contrast to the control group which showed a
limited change or deterioration over the same period. Improvement in
depressive symptoms, decrease in suicidal and self-mutilatory acts, reduced
inpatient days, and better social and interpersonal function began after 6
months and continued to the end of treatment at 18 months.

Given our opinion that relatively well-structured treatments are more
effective than poorly organized interventions (8) it can be argued that it is
not surprising that the carefully ordered and well-supervised MBT was more
effective than general psychiatric care but if structure itself was the cause of
the gains, they would be likely to be short-lived. So, because of the long
duration of personality disorder, our next question was whether the substan-
tial gains made by patients following treatment in the program, when com-
pared with patients treated with standard psychiatric care, were maintained
at 18month follow-up.

The 44 patients who participated in the original study were assessed at
3-monthly intervals after completion of the trial (52). We continued the
same battery of outcome measures. The results demonstrated that patients
who had received PH treatment not only maintained their substantial gains
but also showed a statistically significant continued improvement on most
measures in contrast to the control group of patients who showed only a
limited change during the same period. The continued improvement in
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social and interpersonal function suggests that the longer-term rehabilitative
changes were stimulated.

Finally, we made an attempt to assess health care costs associated with
PH treatment compared to treatment within general psychiatric services
(53). The health care utilization of all patients who participated in the trial
was assessed using information from case notes and service providers. The
costs were compared 6-months prior to treatment, during 18-months of
treatment, and at 18 months follow-up. There were no cost differences
between the groups during pretreatment or treatment. During the treatment
period, the costs of PH treatment were offset by less psychiatric inpatient
care and reduced emergency room treatment. The trend for costs to decrease
in the experimental group during follow-up was not apparent in the control
group suggesting that specialist PH treatment for BPD is no more expensive
than general psychiatric care and leads to considerable cost savings after the
completion of 18 months of treatment.

A number of important questions have arisen from this research. First,
although we operationalized the treatment for research purposes, a more
detailed manual would be required if we were to demonstrate that treatment
was generalizable across settings and practitioners and could be applied with
fidelity by generically trained mental health staff—hence our development
of an extensive manual which is being used to train other mental health
practitioners (26). Second, as with other treatments of BPD, it remains
unclear what exactly the effective ingredients of treatment are. The PH pro-
gram is a complex, multi-faceted intervention including analytic and expres-
sive therapies; there is inevitably a ‘‘milieu’’ effect, and we were unable to
show that the target of our interventions, mentalization, had been enhanced
in patients treated within the PH program compared to control patients
because of the complexity of measuring reflective function. For research
purposes, Fonagy et al. (54) have now operationalized the ability to apply
a mentalizing interpretational strategy as a reflective function, as the plausi-
ble interpretation of one’s own and others’ behavior in terms of underlying
mental states. We do not expect an individual to articulate this theoretically,
but to demonstrate it in the way they interpret events within attachment
relationships, when asked to do so. Individuals differ in the extent to which
they are able to go beyond observable phenomena to give an account of
their own or others’ actions in terms of beliefs, desires, plans, and so on,
and in borderline patients this capacity is reduced.

We are now trying to address whether MBT is effective in an out-
patient adaptation. This treatment approach removes the milieu aspect of
therapy and focuses solely on mentalization within individual and group
analytic therapy within a structured framework, which includes clear
pathways for help in crises. Treatment consists of an individual and group
psychoanalytic session once aweek, a total of 2½hours of psychotherapy (this
is part of a randomized controlled trial which is underway at present). Again
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treatment is implemented by generic mental health practitioners trained in
mentalization based treatment who are provided expert supervision.

6. CLINICAL EXAMPLE

A typical patient referred to a day hospital is highly likely to have failed in
other treatments and to be at high risk. Henrietta is a 26-year-old woman
who is currently unemployed. She has a diagnosis of BPD and has had
a number of short-term cognitive and dynamic treatments. She shows
paranoid reactions, anxiety, sudden outbursts of anger, and impulsivity with
frequent self-harm. She has had multiple admissions to psychiatric hospitals
prior to admission to the day hospital and been in trouble with the law for
stealing. Her use of medication is sporadic but she has been prescribed anti-
depressants, antipsychotic drugs, and mood stabilizers. Initially she declines
regular attendance at the day hospital but gradually begins to attend more
frequently after the day hospital team engage her in a treatment dialogue.

In the groups she is combative and challenging for both patients and
therapists. In one group another patient was talking about her own over-
dose and how she hadn’t meant to do it but had found the tablets in a bath-
room cupboard and then decided to take them. As the therapist was
exploring this with the patient, Henrietta suddenly stated that anyone
who took an overdose wanted to do it and deserved o die. At this point,
the other patient became upset and walked out of the group. In the
meanwhile, the therapist asked Henrietta if she could consider the underly-
ing reasons for the patient’s upset (an attempt to ask Henrietta to mentalize
the effect she has had on another person’s mental state). Henrietta simply
stated that if the patient couldn’t take the truth then she shouldn’t be in
the group. Forcing the issue, the therapist then tried to insist that Henrietta
consider more seriously what she had said to the patient, why she had said
it, and what effect it may have had. She declined and so the therapist asked
the rest of the group to consider the events leading up to the breakdown in
the group (a technique we have called Stop, Rewind, and Explore, which
helps the whole group mentalize what has happened). In effect the whole
group has to go back and engage in a verbal exploration ‘‘frame by frame’’
to understand all the perspectives that may have contributed to the break-
down in the group. A similar process occurs in individual therapy in which
the contributions of both patient and therapist are explored.

Henrietta caused considerable problems for the day hospital team with
frequent episodes of self-harm and on one occasion, a serious overdose
of medication. In keeping with MBT, these were explored within the con-
text of her interpersonal life and the treatment framework. She was con-
fronted by other patients about her own cold and detached opinion about
others when they self-harmed or took overdoses but in a cruel and aggres-
sive manner which the therapists thought was damaging to Henrietta’s
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therapeutic engagement. Whenever a destructive ‘‘gang’’ develops within a
group, often attacking or ‘‘scapegoating’’ one patient, it is necessary for
the therapists to challenge it immediately. On this occasion, the therapists
rapidly alighted on the confrontation andmade a clear statement to the whole
group that no one deserved to die and emphasized the task of helping people
not to do things thatmight lead to their death. They then challenged the group
to consider Henrietta’s overdose in the same way that their own suicide
attempts had been.

Within our day unit program of group and individual psychotherapy
there is a continual pressure on patients to reflect on themselves, their
motives, and those of others as well as to consider the effect that their beha-
vior and talk has on their own lives and that of others. As treatment pro-
gresses, patients increase their capacities to understand themselves and
how they can manage their relationships. They become less prone to emo-
tional outbursts and more able to react constructively to setbacks in life.
In the words of one patient:

I’d never had experience of group therapy before and never with
individual together. It was more challenging than one-to-one ther-
apy although I liked the one-to-one sessions. I think they kept me
safe. I had never thought about the effect of my behavior on others
before and the group made you do that. I hadn’t had close friend-
ships so I never realized that there were effects on others when you
are destructive. You just think about yourself and never what it is
about and who might it affect and what it has done to them. I never
used to ask others about how they feel or listen to what they think
about me. I can deal with anyone now if I can deal with people here.

7. CONCLUSIONS

Research findings suggest that day hospitals are an effective milieu in which
to treat patients with personality disorder. Descriptive studies suggest posi-
tive results are obtained using a mixed program of dynamically based group
therapy with expressive therapy. This has been confirmed by randomized
controlled trials. In addition there is accumulating evidence from other
descriptive studies that cognitive behavioral programs may also be effective
(19) but these have not yet been confirmed in randomized trials. The evi-
dence indicates that treatment programs should be structured, coherent,
encourage interactive participation between patients, and foster mutual
respect both between patients themselves, and between patients and staff.

The conclusion that day hospitals deserve consideration in the treat-
ment of borderline personality disorder is uncontestable, but what is more
problematic is deciding which patients should be treated within a day
hospital milieu. It may be expected that the more severe patients would
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be treated within inpatient settings and yet a recent comparison of data sug-

gested that severity was not the main factor in determining who was treated
as an inpatient or day patient. Chiesa et al. (55) compared data on person-

ality disordered patients from an inpatient unit (Cassel Hospital) with data
from two day hospitals (Halliwick in England and Ulleval in Norway) on a
number of demographic, diagnostic, and other key clinical variables. The

outcome in the areas of symptom severity (Symptom Checklist-90-R) and
social adaptation (Social Adjustment Scale) was evaluated by comparing

admission with discharge scores. Treatment costs for each sample were also
estimated and compared. Significant differences were found on most base-

line variables across the three sites. In general with regard to severity of psy-
chopathology, the Halliwick sample was the most disturbed, Ulleval the

least, and Cassel somewhat in-between. No significant differences in
improvement were found among the three sites, but treatment costs were

considerably higher at Cassel than in the two day centers. The differences
found in the three samples bear no clear relationship to the context of treat-

ment. These results suggest that referral of personality disorder for inpatient
or day hospital treatment is less influenced by severity of problem than had

been previously supposed and may depend more on the availability of the
treatment facility.

The evidence so far suggests that those patients who show active par-
ticipation in groups, consider the views of others, and have a reasonable

level of PM are most likely to complete treatment and to benefit from treat-
ment. Future research should ensure that programs are defined better to

allow replication and seek predictors of outcome by carefully defining not
just the demographic aspects of patients but also their level of psychological

function. In the meanwhile, day hospital treatment for borderline personal-
ity disorder should continue as a treatment option, especially for those

patients who require more intensive treatment than is possible in an outpa-
tient setting but less intensive intervention than in inpatient admission.
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1. INTRODUCTION

Brain imaging techniques, which have been developing rapidly, have
enhanced the scientific understanding of pathophysiology in a number
of psychiatric disorders. However, in contrast to the explosive expansion
in the structural and functional imaging literature in schizophrenia, major
depression, bipolar disorder, and other non-psychotic disorders including
obsessive-compulsive disorder and panic disorder, brain imaging studies
in borderline personality disorder (BPD) have been relatively scarce. The
paucity of imaging studies in BPD may also be, in part, due to the fact
that BPD subjects frequently have co-morbid major psychiatric disorders
for which structural and functional brain abnormalities have been consis-
tently reported. However, recent standardized diagnostic tools and severity
assessments for BPD have increased the reliability and validity of the BPD
diagnosis. In addition, further improvements and advancements in brain
imaging techniques have allowed us to detect more subtle brain changes.
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2. STRUCTURAL IMAGING STUDIES: COMPUTED
TOMOGRAPHY AND MAGNETIC RESONANCE IMAGING

2.1. Computed Tomography

In 1983, two brain imaging studies in BPD were performed using computed
tomography (CT) (1,2). Snyder et al. conducted CT scans of 26 BPD patients
through the posterior fossa and cerebral hemispheres (1). There was no evi-
dence of ventricular enlargement on qualitative reading and all scans were
‘‘normal.’’ However, there was no healthy comparison group in the study.
Schulz et al. compared the ventricular-brain ratio (VBR) of BPD patients
(n¼ 8), schizophrenic/schizophreniform patients (n¼ 15), and healthy com-
parison subjects (n¼ 18) (2). While the schizophrenic group had significantly
larger ventricles than the other two groups, there were no significant differ-
ences between the BPD and healthy comparison groups (Table 1).

In another study, brain CT scans of patients with BPD (n¼ 31,
29.3� 6.7 years) and normal volunteers (n¼ 28, 29.0� 8.0 years) were also
analyzed for the ventricle-brain ratios, the third ventricular size, and evi-
dence of the frontal lobe atrophy (3). There were no significant differences
between the two groups on any of these measures except a narrower third
ventricle in BPD patients.

While meaningful as the first line of brain imaging studies with BPD,
early studies using CT were not conducted based on specific hypotheses
regarding BPD. Instead, these results were incidental findings detected while
studying other psychiatric disorders, such as schizophrenia. In addition, the
concept of BPD in the 1980s overlapped with that of schizophrenia, where
cerebral ventricular enlargements have been frequently reported (2). Some
researchers have raised the possibility of a potential relationship between
BPD and complex partial seizures, based on the fact that both disorders
share the characteristics of paroxysmal and brief changes in affect and beha-
vior and lack of anger control (4). Due to these similarities, brain CT scans
in BPD patients were conducted in order to find underlying organic lesions
and to determine if these included the known foci for epilepsy (3).

In summary, brain CT studies in subjects with BPD did not provide
evidence of structural brain pathology. However, considering the relatively
low spatial resolution of CT, negative results suggest the necessity of more
sensitive techniques rather than the absence of brain abnormalities in BPD
subjects (1).

2.2. Magnetic Resonance Imaging

Magnetic resonance imaging (MRI) provides a higher spatial resolution and
clearer differentiation of gray matter, white matter, and cerebrospinal fluid
(CSF) compared to the CT scan (5). A few MRI studies of patients with
BPD have recently been reported (6–9).
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Structural differences in brain MRI have been reported in the first
study of subjects with BPD conducted by Lyoo et al. (10). Two groups
(25 BPD patients and 25 healthy comparison subjects; 26.2� 3.6 and
24.9� 4.1 years, respectively) were compared regarding volume of frontal
lobes, temporal lobes, lateral ventricles, and cerebral hemispheres in brain
MRIs. Subjects with BPD had a significantly smaller frontal lobe compared
to the healthy comparison group. No significant differences were reported in
other areas of the brain.

Limbic system abnormalities have been suggested to be closely related
to emotional dysregulation, one of the key symptoms of BPD (11,12). The
innate inability to modulate or tolerate emotion has been indicated as one
of the intermediate biological factors causing BPD (13–15). Therefore,
MRI studies have been conducted with the hypothesis of limbic system
abnormality in BPD (6–9).

Abnormalities in the hippocampus and amygdala have been reported
in those with a history of traumatic childhood experiences (9). Due to the
established relationship between traumatic childhood experiences and
BPD, Driessen et al. (9) measured the volume of the hippocampus, amyg-
dala, temporal lobes, and prosencephalon in 21 BPD subjects (29.9� 6.0
years) and 21 healthy comparison subjects (29.3� 6.7 years). While there
were no between-group differences in the volumes of prosencephalon and
bilateral temporal lobes, subjects with BPD had nearly 16% smaller hippo-
campal volume and 8% smaller amygdala volume compared to healthy com-
parison subjects (Fig. 1). There were no significant differences in the
volumes of these brain structures between BPD subjects with and without
post-traumatic stress disorder (PTSD). Furthermore, the differences of hip-
pocampal and amygdala volumes between BPD and comparison groups
were preserved even after excluding BPD subjects with PTSD. Conse-
quently, this finding suggests that a smaller volume of the hippocampus
and amygdala is more directly related to BPD than to PTSD.

Tebartz et al. (6) measured limbic and prefrontal brain volumes in an
effort to test the hypothesis that frontolimbic brain pathology might be
associated with BPD. There were significant volume reductions of the hip-
pocampus (20–21%) and amygdala (23–25%), left orbitofrontal (24%), and
right anterior cingulate cortex (26%) in eight BPD patients (33.5� 6.3 years)
compared to eight healthy volunteers (30.5� 5.1 years). Among these struc-
tures, left orbitofrontal volumes correlated with amygdala volumes.

Rusch et al. (7) conducted a voxel-based morphometric (VBM) study
with 20 BPD patients (29.3� 3.9 years) and 21 comparison subjects
(28.4� 6.4 years) to investigate subtle prefrontal and limbic structural
abnormalities in BPD. The voxel-based morphometric study provides a sen-
sitive tool for detecting gray matter density differences which are not easily
detectable with conventional region-of-interest morphometric methods (16).
Gray matter volume loss was found only in the left amygdala. Relevant to
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their finding, Rusch et al. have also suggested the role of temporolimbic

abnormalities in the pathophysiology of BPD. In addition, there has been

a report of volume reduction in the hippocampus and amygdala in 10

BPD patients relative to 23 comparison subjects (8). Patients with BPD

had a 22% smaller amygdala volume and a 13% smaller hippocampal

volume.
Based on the above structural findings, more elaboration on the fronto-

limbic hypothesis of BPDhas been suggested (6). In this hypothesis, dual fron-

tolimbic brain pathology is implicated as a biological correlate of

Figure 1 Gray matter densities in the subjects with borderline personality disorder,
as measured by voxel-based morphometry methods. Reductions of the gray matter
densities of left amygdala in subjects with borderline personality disorder compared
to healthy comparison subjects are demonstrated (Rusch et al., 2003).
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impulsivity and aggressive behavior, which is commonly observed in BPD
subjects. Reduction of hippocampal and amygdala volume in subjects with
BPD might be in line with the frontolimbic hypothesis (6). Tebartz et al. (6)
have suggested that the pattern of volume loss observed simultaneously in
the amygdala, hippocampus, and left orbitofrontal and right anterior cingu-
late corticesmight be specific toBPD.However,Rusch et al. (8) suggested tem-
porolimbic rather than frontolimbic abnormalities in the pathogenesis of
BPD.

Emotional dysregulation, which is common in BPD, has also been
hypothesized to be related to the dysfunction of limbic brain areas including
the hippocampus and amygdala (7,8). In addition, it has been suggested that
the desperate dependence on external objects or experiences to avoid under-
lying dysphoria (anxiety, anger, or emptiness), a well-known BPD symptom,
is related to diminished left hemisphere dominance, limbic irritability, and
altered development of the cerebellar vermis (17). However, the hypothesis
that inborn impulsivity or emotional dysregulation is the direct cause of
BPD runs the risk of reductionism. Up to now, BPD has been known to
be related to multiple areas of the brain, a number of genetic interactions,
and diverse psychosocial influences (14,15). In addition, emotional regula-
tion itself does not have one single major determinant.

In brief, volume reductions in frontal cortices, amygdalae, and hippo-
campi have been reported in brain MRI studies in BPD subjects. These find-
ings have helped to shape the frontolimbic hypothesis of BPD. With further
enhancements of brain MRI and post-processing techniques, including
VBM and the measurement of cortical thickness (18,19), subtle structural
deficits could be consistently found in BPD subjects.

3. FUNCTIONAL IMAGING STUDIES: FUNCTIONAL
MAGNETIC RESONANCE IMAGING, POSITRON
EMISSION TOMOGRAPHY, AND MAGNETIC
RESONANCE SPECTROSCOPY

3.1. Functional Magnetic Resonance Imaging

A few functional MRI (fMRI) studies in BPD subjects have been conducted
(11,21,22). Functional MRIs can show regional or global brain blood flow
changes, measured by the blood oxygenation level dependent (BOLD)
contrast. A high temporal resolution of fMRIs enables measuring changes
in brain activities over a short time period (Table 2). Therefore fMRI has
been used for assessing task-related transient brain activations. Recent
fMRI studies in BPD have also tried to assess the neurobiological substrates
for fundamental aspects of BPD: affective vulnerability and emotional dys-
regulation (11,21), disturbed interpersonal relationships (21), and impulsiv-
ity and response inhibition (22).
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Intense and long-lasting emotions in response to even low-level stres-
sors are commonly observed in BPD patients. To investigate this abnormal
emotional processing, Herpertz et al. (11) measured regional cerebral hemo-
dynamic changes in six BPD patients (26.2� 8.1 years) and six controls
(27.2� 4.5 years) using fMRI (Fig. 2). BPD subjects showed elevated blood
oxygenation levels in the bilateral amygdale cortices, left medial prefrontal
cortex, and right inferolateral prefrontal cortex on viewing 12 standardized
emotionally aversive slides. While both groups showed activation in the
temporo-occipital cortex while viewing the slides, only the BPD group
showed activation in the fusiform gyrus. From these results, Herpertz
et al. (11) have suggested that the perceptual cortex in BPD subjects may
be modulated through the amygdala, leading to increased attention to
emotionally relevant environmental stimuli.

Donegan et al. (21) have examined neural responses to neutral, happy,
sad, and fearful facial expressions in 15 BPD (35.0�11.7 years) and 15
healthy comparison subjects (34.9� 10.0 years) using fMRI (Fig. 3).
Greater left amygdala activation was detected in the BPD subjects. In addi-
tion, BPD subjects had difficulty in distinguishing neutral faces from threa-
tening faces in post-scan debriefing. Borderline personality disorder patients
have also demonstrated greater levels of left amygdala activation relative to
healthy comparison subjects in response to neutral, sad, and fearful faces,
but not to happy faces. Differences in right amygdala activation between
the subjects with BPD and healthy comparison subjects have not been found
for any of the four facial expressions above.

Figure 2 Response to the emotionally aversive slides in subjects with borderline
personality disorder (left) and in healthy comparison subjects (right). This figure
demonstrates greater blood oxygenation level dependent (BOLD) signals in the
bilateral amygdalae and the fusiform gyri in subjects with borderline personality
disorder compared to healthy comparison subjects (Herpertz et al., 2001).
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Eight inpatients with BPD or antisocial personality disorder and eight

healthy comparison subjects were scanned using fMRI while performing

Go/No-Go task (22). Besides assessing cognitive function, the results of

the Go/No-Go task can be influenced by response disinhibition, which is

a typical manifestation of BPD. Based on previous studies on the functional

neuroanatomy of impulse control, Vollm et al. (22) hoped to find abnormal

brain activation patterns in personality disorder patients with impulse con-

trol problems. While the main focus of activation during response inhibition

in the healthy comparison group was in the prefrontal cortex, the pattern of

activation in the BPD group was more bilateral and spread out across the

Figure 3 Examples of neutral, happy, sad, and fearful facial expressions (above)
and blood oxygenation level dependent (BOLD) activation map of healthy compar-
ison subjects (middle) and subjects with borderline personality disorder (below) for
each facial expression. Amygdalae in borderline subjects shows greater activation
to facial expression compared to healthy comparison subjects (Donegan et al., 2003).
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medial, superior, and inferior frontal gyri, extending to the anterior cingu-
late gyrus.

Up to now, fMRI studies have successfully reported altered brain
activities during emotional stimuli in BPD subjects relative to healthy com-
parison subjects. Brain regions with altered activity include frontolimbic
areas, including the amygdala. In addition, more diffuse and non-focused
activation during response inhibition tasks has been observed in BPD
subjects.

3.2. Positron Emission Tomography

Earlier, positron emission tomography (PET) studies in BPD subjects were
conducted to localize brain areas with abnormal metabolisms and to find the
relationship between borderline symptoms and brain metabolisms (4,23).
Since the mid-1990s, PET studies of BPD subjects have reported abnormal
glucose metabolism in a number of brain regions, including the anterior
cingulate cortex and basal ganglia (4,24).

De La Fuente et al. have published two PET studies of BPD (4,24).
Their first trial in 1994 was conducted with the hypothesis that BPD and epi-
lepsy might share a common biological etiology (4). However, they found no
metabolic indicators of temporal lobe epilepsy in BPD. Later, the same
group reported glucose hypometabolism BPD subjects in the premotor, pre-
frontal, and anterior cingulate cortices, thalamus, caudate, and lenticular
nuclei (24).

Goyer et al. (23) reported a decreased metabolism in frontal lobes in
subjects with personality disorders including BPD. Among 17 subjects with
personality disorders (six antisocial, six borderline, two dependent, and
three narcissistic), six subjects with BPD (24.8� 5.7 years) showed a
decrease in frontal cortex metabolism in the transaxial plane ~81mm above
the canthomeatal line (CML) and a significant increase in the transaxial
plane ~53mm above the CML, compared to 43 comparison subjects
(30.2� 9.2 years). This pattern of activation is similar to that reported in
functional imaging studies of depression (13). In fact, three of the six
BPD patients in Goyer’s study had a history of major depression. Moreover,
since the BPD subjects in this study had mild-to-moderate levels of border-
line symptoms, the reported functional abnormalities should be interpreted
very carefully.

Low serotonin level has been implicated in both depression and impul-
sivity, including impulsive-aggressiveness. Borderline personality disorder
patients exhibit both emotional lability and impulsivity. Thus, BPD patients
would be likely to show lower brain serotonin synthesis (25). Based on the
serotonin hypothesis, several studies have been conducted to test the asso-
ciation of impulsive-aggressiveness in BPD with serotonergic dysfunctions
in the brain (20,26,27).
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Siever et al. (26) evaluated changes in regional glucose metabolism
after oral administration of the serotonergic releasing agent D,L-fenflura-
mine (FEN) or placebo in a study of six impulsive-aggressive subjects and
five healthy comparison subjects to explore the association between seroto-
nergic activity and impulsive-aggressiveness. D,L-fenfluramine plays a role in
serotonin release and increases brain glucose metabolism in FDG–PET stu-
dies in healthy comparison subjects. However, subjects with BPD showed
significantly blunted metabolic responses in the orbitofrontal cortex, as well
as in adjacent ventral medial and cingulate cortices. This is consistent with
reduced serotonergic modulation of orbital frontal, ventral medial frontal,
and cingulate cortices in patients with impulsive-aggressive personality dis-
orders. In another FEN–FDG study by Soloff et al. (27), five BPD subjects
showed blunted response in FDG uptake in right medial and orbital pre-
frontal cortices (Brodmann’s area 10), left middle and superior temporal
gyri (Brodmann’s areas 22 and 23), left parietal lobe (Brodmann’s area
40), and left caudate body (Fig. 4).

Leyton et al. conducted a PET study using alpha-[11C]methyl-L-trypto-
phan (alpha-[11C]MTrp) trapping (Fig. 5) (20). Positron emission tomogra-
phy study using alpha-[11C]MTrp trapping could provide another way to
assess brain serotonin disturbance as serotonin synthesis capacity can be
measured by this method. Leyton’s group measured brain regional alpha-
[11C]MTrp trapping with PET in 13 medication-free BPD patients (men
26.2� 4.3 years, women 22.4� 2.8 years) and 11 healthy comparison sub-
jects (men 28.8� 8.2, women 31.4� 7.8). The BPD group had lower alpha-
[11C]MTrp trapping in the superior temporal gyrus (Brodmann’s area 22)
and anterior cingulate cortex (Brodmann’s area 24) in both men and
women, and medial frontal cortex (Brodmann’s area 10) and corpus stria-
tum in men. This lower trapping indicated decreased serotonin synthesis
capacity in BPD subjects. Moreover, alpha-[11C]MTrp trapping in the
above-mentioned areas was negatively correlated with impulsivity scores.

Soloff et al. conducted an FDG-PET study in 13 non-depressed BPD
subjects (25.2� 7.1 years) and nine controls (27.4� 6.4 years) to look for
abnormalities in glucose metabolism in the prefrontal cortex (Fig. 6) (28).
Significant reductions in FDG uptake in BPD subjects relative to healthy
comparison subjects were found in bilateral medial orbitofrontal cortices
(Brodmann’s areas 9, 10, and 11). However, when Barratt Impulsiveness
Scale (BIS) and Brown–Goodwin Lifetime History of Aggression (LHA)
scores were used as covariates, the difference in FDG uptake between
groups was no longer significant. Consequently, the Soloff group suggested
that decreased glucose uptake in the medial orbitofrontal cortex might be
associated mainly with impulsive-aggressiveness in BPD.

In another FDG–PET study of 12 medication-free female
BPD patients (25� 4 years) and 12 comparison subjects (30� 9 years) by
Juengling et al., hypometabolism was found in the left cuneus and the left
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hippocampus. In contrast, hypermetabolism was found in the anterior cin-

gulate, the superior frontal gyrus, the right inferior frontal gyrus, and the

right precentral gyrus in BPD subjects (29).
Schmahl et al. (30) compared the differences in cerebral blood flow

between 10 BPD (mean¼ 30 years) and 10 non-BPD (mean¼ 33 years)

females with abuse histories using [15O]-H2O PET. During exposure to

abandonment scripts, BPD patients showed an increased blood flow in

the dorsolateral prefrontal cortex (frontal gyrus and Brodmann’s areas 10,

46, and 47), the right cuneus (Brodmann’s area 19), and the right inferior

parietal lobe/insula. In addition, BPD patients showed decreased blood

flow in the anterior cingulate (Brodmann’s areas 24 and 32), left superior

and middle temporal gyrus (Brodmann’s areas 21, 22, and 37), visual

association cortex, right hippocampus-amygdala, left fusiform gyrus

(Brodmann’s areas 36 and 37), motor cortex, and right thalamus relative

Figure 4 Response to D,L-fenfluramine (FEN). D,L-fenfluramine induces releasing of
serotonin and increases glucose metabolism. Subjects with borderline personality
disorder showed relatively lesser regional uptake of FDG compared to healthy
comparison subjects in right medial and orbital regions of prefrontal cortex
(Brodmann’s area, BA 10), left middle and superior temporal gyri (BA 22 and 23),
left parietal lobe (BA 40), and left caudate body (Soloff et al., 2000).
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Figure 5 Brain regions of lower trapping of [alpha]-[11C]methyl-L-tryptophan in
male borderline personality disorder (BPD) subjects (above and middle) and female
BPD subjects (below) compared to gender-matched comparison groups. Lower
trapping indicates lower serotonin synthesis capacity. Lower trapping is shown in
anterior cingulate gyrus and superior temporal gyrus in BPD subjects with both
genders. Lower trapping is shown in medial frontal gyrus and corpus striatum in
male BPD subjects (Leyton et al., 2001).
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to comparison subjects. It was concluded that these brain regions may med-
iate symptoms of BPD (30).

Altered metabolism in multiple brain areas, especially in frontal
cortices and the limbic system, has been reported in FDG–PET studies in
BPD. In addition, serotonin PET studies have reported serotonergic
dysfunction and its association with impulsivity in subjects with BPD.

3.3. Magnetic Resonance Spectroscopy

The development of magnetic resonance spectroscopy (MRS) has lagged
behind that of structural MRI. However, MRS can measure the levels
and concentrations of metabolites within defined brain areas in vivo, which

Figure 6 Differences of fluorodeoxyglucose (FDG) uptake between subjects with
borderline personality disorder and healthy comparison subjects. Statistical Para-
metric Mapping projection images (SPM) (above) and overlay of the SPM map ren-
dered onto three slices of a T1 weighted MR image in the Montreal Neurological
Institute (MNI) Atlas space (below). Significant reduction of FDG uptake in orbito-
frontal areas is demonstrated in borderline subjects relative to healthy comparison
subjects (Soloff et al., 2003).
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can be used to assess biological meaning. For example, the N-acetylaspar-
tate (NAA) level usually indicates neuronal viability and density (31).

Although MRS has the advantage of detecting various regional bio-
chemical metabolites, only one study has been conducted in subjects with
BPD. Tebartz et al. conducted proton-MRS studies with 12 subjects with
BPD (31.6� 7.1 years) and 14 healthy comparison subjects (30.1� 3.8
years) (32). Short echo time single voxel spectroscopy has shown a 19%
reduction of absolute N-acetylaspartate concentrations in the dorsolateral
prefrontal cortex in BPD relative to the healthy comparison group.

Upon further technological improvements to increase its sensitivity
and specificity, the applications of MRS are likely to rapidly expand our
knowledge of BPD (31). Magnetic resonance spectroscopy MRS is expected
to play a unique role in understanding the pathophysiology of BPD.

4. PSYCHOPATHOLOGY OF BORDERLINE PERSONALITY
DISORDER AND BRAIN IMAGING STUDY

Despite a variety of hypotheses regarding etiology, the biological pathogen-
esis of BPD largely remains in need of further study (29). Building on ima-
ging studies assessing structural and functional brain deficits related to
BPD, recent efforts have been made to find functional brain correlates of
specific psychopathology that are typical to BPD subjects. These imaging
studies can be useful in exploring the neuropathophysiologic basis of
BPD. In fact, these studies have resulted in the construction of hypotheses
about biological pathogenesis and characteristics of BPD (20). Three main
symptoms have become the focus of brain imaging studies in BPD:
(i) impulsivity, (ii) emotional instability, and (iii) disturbed interpersonal
relationships (Table 3).

4.1. Impulsivity and Brain Imaging Studies

Impulsive-aggressiveness is one of the key psychobiological domains of BPD
(14). Moreover, impulsive-aggressiveness has been considered to have a
strong genetic basis (15). Soloff et al. have suggested in a PET study that
orbitofrontal hypometabolism might be related to the higher impulsivity
in BPD subjects (28). Vollm et al. reported different brain activation pat-
terns between BPD subjects and healthy volunteers during an inhibition
task, which can be affected by impulsivity (22).

Impulsivity has been reported to be associated with a disturbance in
the serotonin system in a variety of psychiatric disorders including BPD.
These disturbances include diminished CSF serotonin metabolites and
blunted neuroendocrine responses to serotonergic agonists (20,30,33,34).
Results of prior studies have suggested both direct and indirect relationships
linking impulsivity and serotonin in BPD. Decrease in glucose metabolism
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in the frontal cortex of BPD subjects has been reported to correlate with
both impairments of serotonergic function and impulsivity (24). Borderline
personality disorder subjects have a diminished metabolic response to sero-
tonergic stimulation in the prefrontal cortex (26,27). Decreased serotonin
synthesis capacities in BPD subjects have also been reported (20).

4.2. Emotional Instability and Brain Imaging Studies

Affective instability has also been suggested to have a genetic basis (15).
Findings from a diverse range of animal and human experiments indicate
that the amygdala, a complex structure within the temporal lobes of the
brain, is a key element of the brain system which governs, in part, the gen-
eration of negative emotional states (35–38). As in many other psychiatric
disorders with emotional problems, such as PTSD (39), depression (40),
and anxiety disorder in children (41), the amygdala has received much atten-
tion as a brain structure related to BPD psychopathology.

Herpertz et al. reported that a greater activation in response to aver-
sive stimuli is observed in the amygdala, prefrontal cortex, and fusiform cor-
tex of BPD subjects; this finding is relevant to affective instabilities in BPD
(11). Increased activation of the fusiform gyrus may also be attributed to
influence from the amygdala (42). The fusiform gyrus processes complex
visual features such as facial expression (43). Therefore, it has been sug-
gested that the perceptual cortex in BPD subjects is, in part, modulated
by the amygdala, and that this modulates attention to more emotionally
relevant stimuli (11). Juengling et al. have suggested that dysfunction in
limbic and prefrontal metabolisms might be neural substrates of emotional
dysregulation in BPD (29).

Affective instability is also an important feature in affective disorders,
especially bipolar disorder. Signs of bipolarity have frequently been reported
in BPD patients, up to 44% in one study (44). Among the three most fre-
quently diagnosed personality disorders in bipolar spectrum disorder
patients, i.e., obsessive-compulsive personality disorder, narcissistic person-
ality disorder (45), and BPD, BPD was the most closely related to bipolar II
disorder or cyclothymic temperament. In addition, the affective fluctuations
of cyclothymic temperament and BPD are too similar to separate these two
states by clinical observations alone (46). Neuroimaging technologies, espe-
cially PET, single photon emission computerized tomography (SPECT), and
MRI, provide a useful method for understanding the potential relationship
between affective disorders and BPD (13).

Numerous findings in imaging studies have identified the amygdala as
a potential region for the biological substrate of emotional instability in
BPD. Findings of bipolar disorder or cyclothymia research may inspire
novel imaging studies in BPD, which shares the symptom of affective
instability with bipolar disorder.
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4.3. Disturbed Interpersonal Relationships and Brain
Imaging Studies

The amygdala plays a role not only in affective instability but also in dis-
turbed interpersonal relationships in BPD. The amygdala has been impli-
cated in emotional processing such as emotional memory (47), attention
and vigilance in appraising threatening social situations (21), and social
anxiety (35,48). Lesion studies in humans have shown that selective damage
to bilateral amygdalae impaired emotional processing, such as fear condi-
tioning (49), the perception of aversive stimuli (50), and evaluations of
untrustworthy and unapproachable faces (51). The above functions of the
amygdala are generally and largely influenced by social situations, especially
interpersonal relationships.

The hippocampus is another important structure for memory and
emotion. Unlike other brain structures, the hippocampus displays the
unique characteristic of gradual and continual production of new brain cells
after birth. Exposure to high levels of the stress hormone has been reported
to damage this production process in an animal study (52). History of severe
psychological trauma during childhood, frequently observed in the personal
histories of BPD subjects, may induce both elevation of stress hormones and
damages of the hippocampus (17,53). Therefore, it has been suggested that
hippocampal damage elicited by childhood trauma, in part, causes BPD
psychopathology. In addition, the association between early maltreatment
and abnormal left corticolimbic development has been reported (54,55).

Structural changes in the amygdala and hippocampus have been
reported in BPD. Potential damage to these structures induced by childhood
trauma might be one of the most plausible combined psychosocial–
biological etiologic theories of BPD. In addition, these damages might be
related to interpersonal disturbances in BPD, as a greater activation of
the amygdala in response to facial expression has been reported among
BPD subjects (21).

5. PERSPECTIVES OF BRAIN IMAGING STUDIES
IN BORDERLINE PERSONALITY DISORDER:
CURRENT AND FUTURE

Considering the high prevalence and clinical importance of BPD, brain ima-
ging studies in BPD have been a relative paucity compared to those in other
major psychiatric disorders. This might be due to (i) behavioral and psycho-
logical manifestations that cannot easily be differentiated from that of other
psychiatric disorders (56), and (ii) high co-morbidity of other psychiatric
disorders (57).

Most DSM diagnostic criteria are based not on neurobiological or
psychosocial etiology, but on descriptive symptoms and signs (58).
Consequently, the similarity of observed symptoms and signs in BPD with
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those in other Axis-I or II disorders makes differential diagnosis of BPD dif-
ficult. For example, recurrent suicidal attempts or chronic empty feelings
can exist in patients with major depressive disorder. Both BPD and bipolar
subjects share the common manifestations of impulsivity or affective
instability. Psychotic symptoms of schizophrenia or other psychotic disor-
ders can be mistaken for transient paranoid ideation or identity disturbances
in subjects with BPD. The fact that subjects without BPD can be misdiag-
nosed as BPD subjects may contribute to reservations among researchers
about conducting brain imaging studies in BPD.

High psychiatric co-morbidity in BPD may make it more difficult to
conclude that study findings are unique or directly related to BPD. Many
BPD patients have various kinds of co-morbid major Axis-I or II disorders,
such as major depressive disorder, bipolar disorder (especially rapid cycling
type or bipolar II disorder), PTSD (especially when trauma is related to
childhood abuse), dysthymia, and other personality disorders (especially
antisocial personality disorder) (58). Brain imaging findings similar to those
in BPD have been frequently reported in studies of other psychiatric disor-
ders. To overcome these co-morbidity issues, recruiting ‘‘pure’’ BPD sub-
jects (subjects with the sole diagnosis of BPD) for brain imaging studies,
based on more strict inclusion and exclusion criteria, might be desirable
(10). However, more strict criteria may result in the recruitment of study
subjects who are less representative of typical BPD patients.

Small sample size has been another limitation in previous brain ima-
ging studies. A small sample size typically leads to less statistical power,
which, in turn, provides low sensitivity. In fact, except for studies using
CT scans, the largest sample size among previous neuroimaging studies in
BPD was only 25 (for BPD subjects).

The inclusion of BPD subjects who were exposed to psychotropic med-
ications may be another important factor in interpreting brain imaging
results. Most previous brain imaging studies in BPD subjects have included
subjects who have been treated with psychotropic medications. In addition,
many BPD subjects have substance abuse problems (7,21,59). The effects
of medications or substances on brain structures and functions should be
considered in interpreting the results of brain imaging studies.

In spite of all these difficulties, rapidly developing imaging and com-
puting technologies and post-processing analysis methods will help conceive
a more comprehensive and thorough understanding of neurobiology
in BPD. For example, diffusion tensor imaging (DTI), which can, in vivo,
measure the integrity of the white matter tract, may enable the investigation
of the fronto-limbic neural circuit, which is suspected to be altered in BPD
subjects.

To overcome the issue related to the heterogeneity of BPD symptoms,
focusing on specific symptom clusters is also recommended. For instance,
DSM-IV criteria for BPD include symptoms related to an interpersonal
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context: frantic efforts to avoid abandonment and unstable/intense inter-
personal relations. Therefore, functional brain imaging studies measuring
activity changes associated with interpersonal events may be helpful. Find-
ings from this line of study, or from similar studies related to specific symp-
tom groups, may differentiate BPD from other major psychiatric disorders.

Another strategy for dealing with the heterogeneity of BPD may be the
subgrouping of subjects. Subgrouping BPD subjects based on psychiatric
co-morbidities may help clarify which neuroimaging findings are due to
BPD per se vs. those due to a co-morbid disorder. Subgrouping by core
symptoms of BPD, such as impulsivity, emotional instability, and interper-
sonal disturbance, will help to further an understanding of the biological
substrates of each symptom. In fact, studies focusing on interpersonal con-
text and using subgrouping have increased recently (21,59).

Longitudinal imaging studies, which enable the examination of struc-
tural or functional changes, may clarify brain changes over time in BPD ado-
lescents and adults. In addition, imaging studies across treatment periods
may provide information on the biologic mechanisms of various treatments
and promote new therapeutic insights.

6. SUMMARY

Considering its clinical importance, there have been relatively few structural
brain imaging studies in subjects with BPD. Earlier studies using CT scans
did not find evidence of ventricular enlargements among BPD subjects simi-
lar to those which have been reported in schizophrenia (1,2). To find more
subtle structural changes, MRI volumetric studies have been conducted
(6–10). Most studies have focused on frontal or limbic areas such as the
hypothesized regions of structural abnormality in BPD (6–9). The volumes
of the amygdala and the hippocampus have been consistently reported to be
reduced in BPD subjects. Smaller volumes of the frontal lobe and right ante-
rior cingulate cortex have also been reported in BPD subjects.

Functional brain imaging studies have also been conducted. Studies of
BPD subjects by FDG–PET have consistently reported abnormalities in the
glucose metabolism of frontal lobe areas, such as the prefrontal cortex, pre-
central cortex, anterior cingulate cortex, and medial orbital frontal cortices
(23,28,29). Relative glucose hypometabolism of the thalamus, caudate, len-
ticular nuclei, left cuneus, and left hippocampus has been also reported
(24,29). Reduced NAA in the dorsolateral prefrontal cortex and reduced
Cr in frontal/striatal regions have been reported in an MRS study of
BPD subjects (31).

Some functional brain imaging studies have investigated the differ-
ences of brain activity change in response to external stimuli between
BPD and healthy comparison subjects. Borderline personality disorder sub-
jects in PET studies have been reported to have blunted responses to the

Structural and Functional Imaging of Patients with BPD 327



administration of serotonin releasing drugs (fenfluramine) (26,27) and to
have a lower trapping of serotonin precursor analog (alpha-[11C]methyl-L-
tryptophan) in anterior cingulate and medial frontal cortices (20). Abnorm-
alities in the blood flow of the dorsolateral and medial prefrontal cortices
during memories of abandonment have been reported in one H2O-PET
study in BPD subjects (59). Compared to healthy comparison subjects,
BPD subjects have also demonstrated elevated blood oxygenation in the
amygdala, as measured by fMRI, in response to emotional stimuli such as
aversive slides or facial expression (11,21,22). One study reported that
BPD subjects showed activation of non-specific brain areas during an inhibi-
tion task, while healthy volunteers showed more focused activation of the
prefrontal cortex (22).

As mentioned above, the most consistent structural or functional find-
ings in BPD subjects have been reported in frontal and limbic regions of the
brain. Frontal and limbic regions play important roles in processing a
variety of emotions (6,11,29). The amygdala has a key role in fear response
and negative emotional processing (49–51). In addition, the amygdala is
suspected to play a central role in the etiology of PTSD and other anxiety
disorders (39–41). Besides the amygdala, the hippocampus is involved in
emotional memories and fear response (60). Frantic fear, anxiety, anger,
and other negative emotions in BPD might be associated with dysfunction
of the amygdala and hippocampus.

Childhood abuse and neglect has been suggested to be an important
mechanism in the development of BPD. Stress or traumatic events have
been reported to be associated with an increase of cortisol and a decrease
of brain-derived neurotrophic factor (BDNF) (52). Brain regions such as
the amygdala and hippocampus are vulnerable to exposure to the high
and long-lasting levels of cortisol induced by childhood trauma (17,53).
Therefore, neurogenesis of the amygdala and hippocampus may be ham-
pered by such childhood trauma, and any resulting structural and functional
abnormalities can be studied by brain imaging methods.

Prefrontal cortices play an important role in cognitive functions such
as working memory, planning, and regulation of impulse. Prefrontal cortices
are also associated with emotion. The function of the dorsolateral prefrontal
cortex involves emotional processing (61). The medial prefrontal cortex,
including the anterior cingulate cortex, has been reported to be related to
memories of trauma and the processing of affective pain (62). The orbito-
frontal cortex has been reported to be linked with impulsivity and irritability
(63). Frontal lobe dysfunction in BPD subjects might impede emotional reg-
ulation and impulse inhibition. In addition, frontal lobes and the amygdala
have extensive reciprocal connections. Low serotonin activity found in the
frontal cortices of BPD subjects might be associated with impulsivity, as
low serotonin levels have been associated with impulsivity and suicide across
various diagnostic categories (33,34).
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Recently, more and more brain imaging findings have been accumu-

lated in studies of BPD subjects. Increasing sample size, focusing on typical

symptom profiles, and comparing subgroups of BPD subjects with different

psychiatric co-morbidity, along with cutting-edge imaging techniques, will

be able to improve future brain imaging studies in BPD.
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1. INTRODUCTION

1.1. The Scope of the Problem

Recurrent suicidal behavior has been termed the ‘‘behavioral specialty of the
borderline patient’’ (1). Borderline personality disorder (BPD) is the only
psychiatric disorder in DSM-IV defined, in part, by recurrent suicidal and
self-injurious behaviors. Suicidal behavior in BPD is characterized by a high
frequency of attempts within individuals, and a broad range of attempt
characteristics in terms of subjective intent, objective planning, method vio-
lence, and medical lethality. Among consecutively assessed outpatients and
inpatients with BPD, a history of suicide attempts has been reported in 70%,
with an average of more than three lifetime attempts per patient (2,3). In
community surveys, a diagnosis of BPD is a contributing factor in over
one-third of completed suicides (4,5). Half of the parasuicide cases admitted
to hospital care were given this diagnosis in one systematic study (6). Bor-
derline personality disorder is also one of the most lethal of psychiatric
disorders, with a suicide completion rate of up to 10% in longitudinal studies
(for review, see Refs. 7,8).
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Borderline personality disorder is also a relatively common disorder,
with a community prevalence estimated at 2% (9). In treatment settings,
prevalence estimates are higher: 8% in outpatient settings and 15% among
psychiatric inpatients. It is estimated that over half of the inpatients with
a personality disorder diagnosis are diagnosed with BPD (10). The high
prevalence of BPD and its morbidity and mortality represent a significant
burden on patients, families, and society. For these reasons, BPD is studied
as a ‘‘high risk’’ model for understanding suicidal behavior and the specific
contributions of personality disorders (PD) to overall suicide risk. Although
comorbidity with BPD is often cited as a contributing factor to attempted
and completed suicide, little is actually known of the risk factors within
the BPD syndrome which contribute to suicidal outcomes. This is due, in
part, to methodological difficulties in assessing the contributions of person-
ality disorders to suicide risk. A brief review of these difficulties will place
our review and discussion of existing literature on suicidal risk in BPD in
perspective.

1.2. Methodological Problems

1.2.1. Categorical Vs. Dimensional Definitions of BPD

Borderline personality disorder is not a disease in the medical sense, but
rather a syndrome consisting of multiple traits of temperament, presumed
to have a psychobiologic origin, and character traits, which are acquired
in the course of development. Taken individually, no one trait is pathogno-
monic of BPD. Together they increase the vulnerability of the borderline
patient to suicide. In a stress-diathesis model of suicide, personality traits
of the borderline syndrome constitute a diathesis to suicidal behavior at
times of acute stress (11). Acute stressors can be Axis-I disorders such as
MDD and substance use disorders (SUD), or psychodynamic factors, such
as interpersonal loss or perceived rejection. Suicidal behavior is the result of
interaction between the trait vulnerabilities of the BPD patient and superim-
posed stress.

Many studies of suicidal behavior begin with categorical definitions,
classifying patients by overt suicidal behaviors (as independent variables),
and assessing subjects for diagnostic, clinical, or psychosocial characteristics
(as dependent variables). They may compare suicide completers, attempters,
and ideators with non-attempters; single attempters with repeat attempters;
high- with low-lethality attempters. In these studies, BPD and related Cluster
B personality disorders or traits (e.g., impulsivity, aggression, antisociality)
are generally associated with repeat attempts of low lethality. In cross-
diagnostic studies which compare BPD to other psychiatric disorders (e.g.,
MDD), categorical diagnoses are used (as independent variables) to highlight
symptomatic and behavioral differences between disorders, especially differ-
ences in characteristics of suicidal behavior (as dependent variables). Such
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studies typically report differences between BPD and other disorders on the
frequency or severity of suicidal ideation, frequency of attempts, degree of
subjective intent, objective planning, method violence, or medical lethality.
Defining BPD categorically cannot identify trait vulnerabilities related to sui-
cidal behavior arising from the borderline syndrome. For this, a dimensional
perspective is required, an examination of eachborderline criterion as it relates
to suicide risk. Reliable and valid measurement of borderline traits, such as
impulsivity, aggression, and affective lability, remains a challenging task.

1.2.2. The Problem of Comorbidity

Borderline personality disorder is often comorbid with Axis-I disorders
such as MDD and SUD, which are established risk factors for suicidal beha-
vior (12,13). While it is often difficult to separate the contributions of each
disorder to suicidal outcome, the role of BPD as a diathesis factor appears
to be well established. Co-morbidity with BPD increases the likelihood of a
history of attempt behavior among inpatients independent of diagnoses (11).
Among inpatients with major depression, comorbidity with BPD (or other
Cluster B disorders), not only increases the likelihood of attempt behavior,
but also the frequency and seriousness of suicide attempts (14,15). Co-
morbid Axis-I disorders, such as MDD and SUD, increase suicide intent.
In this context, the impulsiveness and affective instability of the borderline
patient make suicidal behaviors more likely.

The overlap of symptoms defining BPD and comorbid affective disor-
ders such as major depression, dysthymic disorder, and bipolar II disorder,
make it difficult to separate what is ‘‘borderline’’ from what is ‘‘depressed’’
in relation to suicidal outcomes (i.e., does the depressed borderline patient
have one diagnosis or two?). The close relationship between BPD and major
depression has been the subject of controversy and scholarly review over the
years, and remains a topic of current research (for a review, see Ref. 16).
Difficulties in differentiating the symptoms of MDD from BPD may con-
found efforts to define the etiology for important shared state symptoms,
such as the severity of depressed mood, hopelessness, or even suicidal idea-
tion. For example, many borderline patients have prolonged periods of
chronic suicidal ideation preceding overt suicidal behavior. One study found
an ‘‘incubation period’’ of up to 30 months between onset of ideation and
completion of suicide in BPD (17). It is difficult to attribute the etiology
of this important symptom to BPD in the presence of recurrent or persistent
comorbid affective disorders, though chronic suicidal ideation is a well-
recognized part of the borderline syndrome. Similarly, the affective lability
of the borderline patient may resemble the same symptom presentation in
bipolar disorders, especially bipolar II disorder, with which BPD is often
confused. Differential diagnosis requires an inquiry into the interpersonal
context in which the symptom occurs (looking for precipitants typical of
borderline dynamics) and to clinical features more specific to BPD.
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Koenigsberg et al. (18) have noted that the lability of borderline patients is
characterized by more anger and anxiety than that of bipolar patients, and
that oscillations of mood in BPD occur between depression and anxiety
rather than depression and euphoria, which is more characteristic of bipolar
patients (18).

BPD may be comorbid with antisocial personality disorder (ASPD),
an Axis-II disorder associated with a high frequency of self-destructive
behavior, depression, and substance abuse (19). Borderline personality dis-
orderandASPDsharedimensional traitsof impulsivity, impulsive-aggression,
and dysregulated affect, which are related to suicide risk.

They may also share a psychobiological diathesis to impulsive, disin-
hibited behavior. A wide range of attempt rates is reported among patients
with ASPD seen in clinical settings (e.g., 23–72%), typically low lethality
efforts, resembling descriptions of suicidal behavior in BPD (20,21). The
high frequency of suicidal behavior reported in these early studies may be
attributable, in part, to diagnostic confusion with BPD (19), or to the clin-
ical setting. In one recent, large community survey, non-patient subjects with
ASPD had low rates of suicidal behavior, i.e., 4% vs. 30% for BPD (22).

1.2.3. Retrospective Vs. Prospective Methods

Suicide studies may involve retrospective or prospective designs, or designs
combining elements of each. Retrospective studies have the great advantage
of large sample sizes. For example, epidemiologic studies may collect data
on all suicides occurring in a given region over a defined time period. In such
designs [e.g., the ‘‘San Diego Suicide Study’’ (23)], sample sizes can be
enlarged by expanding the time frame or geographic region used to identify
cases. Retrospective studies of suicidal behavior often use chart reviews to
define diagnoses, and demographic and psychosocial characteristics. These
studies lack reliable baseline assessments of diagnoses, or systematic mea-
sures of clinical and psychosocial variables. The lack of reliable diagnoses
makes comparison across studies problematic. This is especially true for
BPD, where diagnostic fashions have changed greatly over the years (7).
The absence of systematically collected symptom profiles and psychosocial
measures (using standardized assessment tools) severely limits the range of
available predictor variables.

Prospective studies utilize structured interviews at baseline to establish
diagnoses, and standardized assessment measures to document predefined
clinical and psychosocial variables at study intake. Combined with data
from prospective follow-up studies, these data can be used to build predictor
models of risk factors for suicidal behavior. Prospective studies recruit sta-
tistically adequate baseline samples, but are often limited to small outcome
samples by the low base rate of suicide completion. Longitudinal follow-up
also raises the logistic problem of tracing borderline subjects over time. This is
often a young, mobile population, with high levels of social and vocational

336 Soloff



instability. Since follow-ups of 10 years or more are often most productive, a
low ‘‘trace rate’’ canquickly compromise the statistical powerof a longitudinal
study.

Some studies use combined designs, prospectively collecting data at
study intake to identify risk factors predictive of past attempter status.
These studies typically identify subjects while they are available in hospital
or emergency departments following a suicide attempt. The use of historical
data allows the investigator to compare low- and high-lethality suicidal
behavior over a lifetime. Models of risk factors predictive of past suicidal
behavior can then be tested prospectively in a longitudinal follow-up. Such
prospective, longitudinal studies have the additional advantage of being able
to use survival analytic techniques to assess the relationship of risk factors to
time-to-reattempt (or completion), and to look for risk factors associated
with increasing lethality with reattempts. These data are useful in guiding
therapeutic interventions.

Follow-up studies of patients with BPD can be systematic and pro-
spective, using predefined assessment measures, or opportunistic, following
patients previously treated from one treatment center (or known to one clin-
ician). Many available follow-up studies of suicidal behavior in BPD use the
opportunistic model, with baseline data, including diagnoses, retrospectively
assessed. Many sample only one point in time, and often only one variable—
death. Trace rates are highly variable (27–92%), with follow-up intervals
ranging from 6 months to 27 years (for a review, see Refs. 7,8,24). An
advantage of opportunistic studies is the potential for detailed clinical infor-
mation, especially of patients well known to the investigator. This detailed,
personal knowledge of patients is a rich source of hypotheses for testing in
prospectively designed studies.

1.2.4. Caveats

Suicidal behavior is complex and multidetermined. Risk factors may arise
from many psychological, social, and biological factors, including (but
not limited to): psychiatric comorbidities, personality traits, acute clinical
state, social and family adjustment, and recent life events. Some risk factors
for suicidal behavior are common across diagnoses (e.g., financial stressors),
others more frequently associated with a given disorder (e.g., self-mutilation
in BPD), though none are specific to a given disorder. Risk factors predictive
of attempt behavior may not be the same as those predicting completion.
Variables associated with completion in a short-term time frame (e.g., 1 year
following an index hospitalization) may differ from those associated with
suicide over a long time frame [e.g., 10 years (25)].

Studies of suicidal behavior generally seek risk factors within the follow-
ing general categories: (i) demographic—e.g., age, gender, race,marital status,
socioeconomic status (SES), etc.; (ii) diagnostic—Axis-I and II comorbid-
ities; (iii) personality dimensions—impulsivity, aggressivity, antisociality,
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schizotypy (severity of BPD, number of BPD criteria); (iv) childhood and family
history—e.g., early life experiences of loss or separation from parents, sexual or
physical abuse; (v)historyof suicidalbehavior—e.g., age atfirst attempt, lifetime
number of attempts, attempt characteristics, non-suicidal self-injury; (vi) clinical
symptoms at time of assessment—e.g., symptoms of depression assessed by the
Hamilton Depression Rating Scale, Beck Hopelessness Scale, Reasons for
Living, etc.; (vii) social adjustment—e.g., family, school, and work life events;
(viii) treatment history—e.g., age at first treatment, number of hospitalizations,
psychotherapy, medication, lack of treatment, etc.; and (ix) biological dia-
thesis—e.g., psychobiologic effects of childhood maltreatment, dysregulation
of central serotonergic function. Examples of risk factors for suicide attempt
and completion in BPD are given in Tables 1 and 2 for selected studies.

2. THE RISK FACTORS

2.1. Demographic Factors

2.1.1. Socio-Economic Status

Lower levels of personal income and fewer years of education are associated
with attempt behavior across diagnostic categories (11), and with suicide
completion in non-clinical population studies (26). Socio-economic status
represents many important social factors, which relate to vulnerability, such
as adequacy of financial support, housing, and access to health care. Low
SES, determined in research studies by educational achievement and current
occupation, is associated with suicidal outcomes in some (27), but not all
(28), studies of completed suicide in BPD (or Cluster B) patients (5,29,30),
and with suicide attempts of high lethality in BPD (31). Borderline patients
may be more vulnerable than patients with other PDs to a ‘‘downward
drift’’ in social and vocational status. A community survey focused on per-
sonality disorders found that subjects with BPD have lower educational
achievements and less employment than subjects with other PDs, including
ASPD (22). For some patients with BPD, the educational and vocational
consequences of this disorder are similar to those of other chronic and per-
sistent mental illnesses. Very little research or clinical attention has been
paid to social and vocational disabilities in BPD, despite their importance
in increasing suicidal risk.

2.1.2. Older Age

In large, retrospective studies, patients with PDs who complete suicide are
younger than victims with no PD (5). Among BPD patients, high medical
lethality and suicide completion are associated with older age (2,28). In their
27-year follow-up study of BPD patients recruited in a Montreal general
hospital, Paris and Zweig-Frank (2001) reported a mean (standard devia-
tion) age for suicide of 37.3 (10.3) years. They hypothesized that younger
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BPD patients accounted for most low-lethality attempts, as impulsive
communicative gestures, while older BPD patients, who tended to be less
impulsive, completed suicide due to persisting affective disorder, years of
unsuccessful treatment, and loss of social attachment and involvement.

Age is strongly related to lifetime number of attempts, which, in turn,
is related to medical lethality in BPD (32–34). Older patients with a lifetime
of prior attempts are more likely to have already experienced a high-lethality
attempt at the time of assessment, and are most likely to have a high-
lethality attempt in the future. Lifetime number of attempts is the most
robust predictor of future attempts and completion in MDE (33), BPD
(2,8,15,32,34–36) and other Cluster B disorders (5). Among inpatients with
MDE, the medical lethality of a recurrent attempt is higher than an index
attempt, suggesting progression toward completion (37). There are no pub-
lished data in support of a stepwise progression in lethality among BPD
attempters with recurrent attempts; however, a trend toward increased
method violence has been noted (T. Kelly, personal communication). Impul-
sivity and lack of objective planning in the attempts of BPD patients may
add an element of randomness to the medical lethality of any given attempt.
The relationship between recurrent attempts and medical lethality in BPD
requires prospective longitudinal study.

2.1.3. Children

The responsibility for young children diminishes the risk of suicide in
patients with affective disorders (38), though this finding has been chal-
lenged because of the interaction of (female) gender and responsibility for
child care (39). One ongoing prospective study found that borderline
patients with children were more likely to make high-lethality attempts than
those without children. There was no statistical interaction between (female)
gender and responsibility for children in this study (31). Responsibility for
children may add to the social, emotional, and economic burden of border-
line patients. Other demographic factors in this study, gender, race, religion,
and marital status, did not distinguish between BPD attempters and
non-attempters.

2.2. Diagnostic Comorbidities

2.2.1. Depression

MDD and other affective disorders are well-established risk factors for
suicide (for review, see Ref. 40) and are frequently comorbid with BPD
(see Ref. 12 for review). The empirical literature is surprisingly inconsistent
on the role of comorbid MDD as a risk factor for suicidal behavior in the
patient with BPD. MDD comorbidity in borderline patients is associated
with an increased number and lethality of attempts, or with suicide comple-
tion, in many cross-diagnostic and longitudinal studies (see Ref. 7) for a
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review, see Refs. 14,15,28,41) though not all (2,23,27,32,35). Borderline
patients with comorbid MDE have risk factors for suicide from both disor-
ders, including severity of depressed mood and hopelessness equal to MDE,
and impulsive-aggression equal to BPD alone. They have a greater number
of lifetime attempts, with more objective planning than either disorder alone
(34). Objective planning is related to the severity of medical damage and
suicide completion in depressed patients (42,43).

2.2.2. Substance Use Disorders

Alcohol and substance abuse (including cigarette smoking) are associated
with suicidal behavior among inpatients across psychiatric diagnoses (11).
Among patients with BPD (or Cluster B disorders), alcohol and substance
abuse have been related to the risk for attempted or completed suicide in
some studies (5,7,23,27,35) though not all (2,31,32,36). Alcohol and sub-
stance abuse are highly prevalent among BPD subjects and may not discri-
minate by attempter or lethality status. The Collaborative Longitudinal
Personality Disorders Study (CLPS), which follows patients with borderline,
schizotypal, avoidant, and obsessive-compulsive personality disorder, found
that drug use disorders were second only to BPD as a predictor of suicide
attempt in follow-up (44). A family history of substance abuse is associated
with BPD attempters (32), high-lethality attempters (31), and suicide com-
pleters (23,27). The relevance of family history of substance abuse for
BPD probands may derive from shared genetic or psychosocial conse-
quences, or both.

The co-occurrence of affective disorder and substance abuse is asso-
ciated in patients with BPD is associated with a higher risk of serious
attempts (14), and lethality in patients with BPD (7) or Cluster B disorders
(5), and is associated with the highest mortality rates in several longitudinal
follow-up studies among BPD patients (see Ref. 7 for review).

2.2.3. Antisocial PD and Antisocial Behavior

Antisocial PD or antisocial behavior has been associated with high rates of
suicidal behavior in clinical studies (20,21) and non-clinical epidemiologic
studies (26,45). Angst and Clayton (26) found that antisocial traits and
aggressivity were associated with suicidal outcomes among Swiss subjects
tested at the time of military conscription and followed for up to 17 years
(26). Suicide rates were also high among subjects identified from the records
of Swedish probationary schools as antisocial adolescents and followed for
up to 19 years. These subjects were originally remanded for compulsory
treatment of antisocial behavior. At follow-up, among 110 boys who died,
19.1% were suicides. Among 22 girls who died, 21.2% were suicides. The
overall mortality rates of 13% for males (from a base of 832 subjects) and
10% for girls (from a base of 224 subjects) were much higher than expected
compared to national mortality rates of 1.2–3.1% for boys and 1.1–2.6% for
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girls. Suicide and other ‘‘uncertain causes’’ were the most common forms of
‘‘sudden violent death’’ in this study (45).

In patients with BPD, comorbid ASPD is associated with a higher
risk for suicide attempts (2,32), high-lethality attempts (31), and completed
suicide (7,23,27). Similarly, antisocial behavior (e.g., ‘‘sentence by court’’)
has been associated with completed suicide in patients with BPD compared
to suicide victims without BPD (23). Antisocial PD shares many established
risk factors with BPD, including frequent comorbidity with MDD and sub-
stance use disorders, and personality traits of impulsivity and aggressivity.
The symptom overlap between these two Cluster B disorders challenges
our ability to separate them diagnostically in studies of suicidal behavior
(19). An ongoing prospective study, using structured interviews to charac-
terize both Axis-I and II, found that comorbidity with ASPD increases
the risk over three-fold among subjects with BPD of being a high-lethality
attempter (31). Antisocial PD was the strongest predictor of high lethality
behavior in this study.

2.2.4. Severity of BPD

In the ‘‘PI-500’’study, Stone (7) followed 254 borderline patients longitudin-
ally for 10–23 years. Those meeting all eight DSM-III-R criteria for BPD
were at the highest risk for suicide completion. These patients were origin-
ally selected from the records of an inpatient psychotherapy program at
the New York State Psychiatric Institute and were diagnosed clinically using
a wide range of borderline constructs. Chart review and retrospective diag-
noses using DSM III-R gave some uniformity to the diagnostic criteria, and
suggested that the overall severity of the borderline syndrome is an impor-
tant factor in suicide completion. Some prospective studies (15), but not all
(31), have found the number of BPD criteria to be directly related to attemp-
ter status, number of suicide attempts, or severity of suicidal ideation, even
after statistically controlling for the ‘‘recurrent suicide’’ criterion in the DSM
definition of BPD.

2.2.5. Schizotypal PD and Schizotypy

Some investigators have reported an association between schizotypy in BPD
patients and adverse clinical outcomes, including suicide completion (7) and
attempt behavior (31). Other studies associate comorbid schizotypal PD
(STPD) and paranoid ideation with attempts characterized by low intent
to die (2). In the context of BPD, schizotypal symptoms are often mood
congruent and may represent a severity dimension involving cognitive-
perceptual distortions rather than a separate comorbid disorder.

2.2.6. Personality Dimensions

Impulsivity and aggressivity are personality dimensions associated with
suicidal behavior across psychiatric diagnoses (11,26,46). They are traits
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related to temperament, and are discernable in early childhood. Impulsivity
and aggressivity in childhood predict the development of conduct disorder,
drug and alcohol abuse in adolescence, and antisocial behavior in adults
(47). They are also diagnostic criteria for BPD and constitute part of the
psychobiologic core of the disorder. Impulsivity is the only DSM-IV criter-
ion for BPD significantly associated with number of suicide attempts, even
after controlling for comorbid depression and substance use disorders (48).
Impulsive-aggression was found to increase the likelihood of suicidal beha-
vior in cross-diagnostic studies of depressed and non-depressed inpatients
with BPD (34,37). However, within a BPD sample, where impulsivity is
highly prevalent in all subjects, this dimensional trait does not distinguish
between attempter and non-attempter groups (2), or high- and low-lethality
attempters (31). No relationship was noted between impulsivity and medical
lethality across two inpatient studies with separate patient samples (2,31).
Although impulsive-aggression is related to attempt behavior, anger in
BPD subjects is predictive of low-lethality attempts (2), or non-suicidal
self-injury (49). The lack of objective planning in the impulsive suicidal
behavior of many BPD patients reduces the likelihood of serious medical
damage. This is consistent with clinical experience; i.e., most suicide
attempts in BPD are ‘‘communicative gestures,’’ or ‘‘ambivalent attempts’’
(1), which convey great distress but result in little medical damage. Fatal
outcomes are often unintended, a consequence of impulsivity and poor judg-
ment rather than careful objective planning. The example of an attempting
patient dying after calling for rescue is all too common in clinical practice.

2.2.7. Childhood and Family

Childhood maltreatment, maladaptive parenting, and adverse childhood
experiences are associated with suicidal behavior in clinical and non-clinical
studies, independent of diagnoses (50–52). Patients with BPD experience
higher rates of early parental loss and separation, abuse, and neglect than
comparison groups (for a review, see Ref. 53). Among patients with BPD,
completed suicide is associated with divorce, absence, or early life separation
from parents with higher frequency than other completer groups (23,27,36),
or non-suicide BPD patients (28).

A history of childhood sexual and/or physical abuse is highly preva-
lent in adult patients with BPD, with prevalence ranging from 16 to 75%
(median¼ 52%), significantly higher than among comparison groups of
related disorders, including ASPD, schizotypal PD, dysthymic disorder,
bipolar II disorder, major depression, or consecutive clinic admissions (see
Ref. 53 for review). Borderline patients experience more types of trauma
in childhood, beginning earlier in life and repeated over longer periods of
time than their comparison subjects (54–58). A history of sexual abuse
and extreme neglect predicts later life development of BPD (59,60). The
severity of borderline psychopathology, including self-mutilation, correlates
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with the severity of childhood abuse, especially sexual and physical abuse
and witnessed violence (61,62). These associations have led to the hypothesis
that the borderline syndrome is, in part, a result of repeated childhood
trauma, and may represent a ‘‘characterologic’’ resolution of post-traumatic
stress disorder (PTSD) in childhood (63).

Childhood maltreatment may contribute to the development of BPD
through distortions in interpersonal relationships, effects on biological reg-
ulation of mood and impulse, or the interaction of these factors in the course
of personality development. Sexual abuse in childhood has a particularly
severe impact on development (64).

Independent of diagnostic context, histories of childhood sexual abuse
have been related to adult suicide attempts, self-mutilation, lethality of self-
destructive behaviors, age at first hospitalization, substance abuse, and eating
disorders (65). These associations have been established among psychiatric
inpatients, emergency clinic patients, adults seen in mental health centers,
and in nonclinical adult populations. The frequency of childhood sexual
abuse and use of force during abuse contributes significantly to the likelihood
that a woman will harm herself in adulthood (65). Among patients with BPD,
a history of sexual abuse by parents is significantly related to suicidal behavior
and self-mutilation in comparison to patients with other personality disorders
(53). Ongoing sexual abuse predicts parasuicidal behavior (e.g., self-mutila-
tion) in BPD (61), which, in turn, may be associated with ‘‘genuine’’ suicidal
behaviors (66). A childhood history of sexual abuse is associated with earlier
age of first suicide attempt in patients with BPD, a 10-fold increase in the odds
of being a suicide attempter, and increased number of lifetime attempts
(49,67). Sexual abuse in childhood has deleterious and persisting effects on
brain structure and neurochemical function which may be related to the
diathesis for suicidal behavior in adult life (reviewed below). Because of the
high prevalence of abuse in BPD, the psychological and biological changes
which accompany childhood sexual abuse may be part of the contributions
of this personality disorder to overall suicide risk.

2.2.8. Suicide History

A history of prior attempts or lifetime number of attempts are robust
predictors of future attempts, medical damage, and suicide completion in
affective disorders (11,25,33,68–70). Among patients with Cluster BPD,
lifetime number of suicide attempts predicts the seriousness of suicidal intent
(2) and medical damage (34), and is associated with suicide completion
(8,35,36).

In one ongoing prospective study, suicide intent (subjective intent to
die) discriminates high- and low-lethality attempters assessed at study intake
within a group of BPD subjects and is predictive of high-lethality status (31).
In this study, Beck’s Suicide Intent Scale (lifetime maximum score) was
more predictive of high-lethality attempter status thanMDD,which increases
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suicide intent. In cross-diagnostic studies, non-depressed inpatients with BPD
expressed the same subjective intent to die as depressed inpatients, but dis-
played significantly less objective planning for suicide (34). Subjective intent
is easily assessed in the clinical setting and may be a potentially useful discri-
minator of high- and low-lethality patients. In the depressed borderline
patient, the expression of suicide intent must be viewed as a predictor for
high-lethality attempts.

2.2.9. Self-Injurious Behavior

A history of non-suicidal self-injurious behavior (SIB) is highly prevalent in
patients with BPD, with rates ranging from 43 to 67% depending on sample
and setting (66). Self-injurious behavior generally appears early in life, and
serves to relieve intolerable affective tension, or to communicate distress
(49). A pattern of self-injury early in life may be a severity marker for
borderline psychopathology. Borderline patients with SIB have more disso-
ciative and schizotypal symptoms than non-mutilating patients, a more
depressed mood, hopelessness, serious suicidal ideation, and frequent
suicide attempts, but not increased lethality (66,71). A history of SIB was
associated with suicide completion in one longitudinal study of BPD (7).

2.2.10. Clinical Presentation

In some prospective studies, clinical symptoms such as hopelessness,
assessed at study intake, discriminate attempters from non-attempters (31).
The association between symptom severity and suicidal behavior may be
biased by attempts just prior to hospital admission (and study enrollment);
however, for many subjects in these studies, the suicidal behavior is remote.
This suggests a trait-like quality to some clinical symptoms, which recur
with each episode of illness. Subjective depression and hopelessness discrimi-
nate attempters from non-attempters among inpatients with MDD,
depressed and non-depressed inpatients with BPD (2,34), and across psy-
chiatric diagnoses (11). Hopelessness is associated with lethal intent, degree
of medical damage, and future suicide completion in studies of depressed
inpatients and outpatients (72,73). Hopelessness predicts lifetime number
of suicide attempts and subjective intent to die among depressed and non-
depressed borderline inpatients compared to patients with MDD alone.
It is associated with objective planning in depressed patients with BPD,
contributing to the risk of lethality in this group (34).

Anxiety symptoms (psychic anxiety, panic attacks) andanxietydisorders
are associated with suicide attempts or completion in some studies of MDD
(25,74) though not all (75), and among attempters and completers in general
and psychiatric hospital settings (70,76). Anxiety symptoms are prominent
amongpatientswho commit suicide in the hospital (76).AmongBPDsubjects,
anxiety symptoms and disorders are not associated with attempter or lethality
status (31), and predict low levels of suicidal intent (56).
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2.2.11. Social Adjustment

Acute stressors, such as adverse recent life events, are reported with
increased frequency in attempted suicides independent of psychiatric diag-
noses (50,51). A common stressor mentioned in the suicide literature is dis-
ruption of interpersonal relationships (‘‘girlfriend/boyfriend problems’’).
These stressors may be more prevalent in the suicidal behavior of younger
subjects (i.e., ages 15–24), compared to older subjects, and among patients
with PD including BPD (77). Subjects with PD who complete suicide have
significantly more interpersonal losses, family conflicts, job and financial
problems in the 1week to 3month period before death than completers
without a PD (27,29). Separations or interpersonal losses among PD sub-
jects who complete suicide are often dependent on the victim’s behavior in
the week before death; e.g., the patient’s behavior plays an active role in pre-
cipitating the interpersonal loss. Compared to victims without a PD, they
are more likely to be living alone at the time of death, and to complain of
loneliness (30). Loneliness after an interpersonal loss may be an acute
precipitant for suicide in subjects with BPD, in whom ‘‘intolerance of alone-
ness’’ is a core diagnostic criterion.

Patients with BPD are characterized by a high degree of interpersonal
instability. However, within a BPD diagnostic group, when the total number
of recent life events are assessed without regard to positive or negative value
(e.g., on the Recent Life Changes Scale: RLC), the total number of events
in a 6month time frame is not associated with either attempter behavior
(78) or high lethality status (31). In a recent prospective study, BPD non-
attempters reported more recent ‘‘falling out of relationships’’ than attemp-
ters, while ‘‘girl/friend/boyfriend problems’’ were more common among
low-lethality attempters compared to high-lethality attempters (31). These
counter-intuitive findings may result from a Type I error due to a large num-
ber of analyses on the RLC or from a genuine change in psychosocial
adjustment among older BPD subjects. Some investigators have reported
a significant decrease in unstable interpersonal relationships among older
BPD patients (e.g., after age 30). ‘‘Avoidance of intimacy’’ may be an effort
to diminish the instability of their lives, and their suicide risk (7,8). Fewer
attachments may also reflect a progressive loss of supportive relationships
as a consequence of chronic illness behavior over the years. Older BPD
patients become progressively more isolated, estranged from family, friends,
and treatment resources.

Among inpatients, suicide attempters with BPD and/or MDE report
poorer social adjustment compared to non-attempters, especially in the area
of family relationships (78). In one study, poor social adjustment in the
immediate family was predictive of suicide attempter status regardless of
diagnosis (e.g., BPD, MDE, or MDEþBPD). In patients with borderline
personality disorder, with or without comorbid MDE, were 16 times more
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likely to have attempted suicide if they had poor social adjustment, compared
to inpatients with MDE alone. Family and social support may be protective
factors, diminishing the likelihood of suicidal behavior in BPD and buffer-
ing stressors like adverse life events. These supports are likely to be ‘‘burned
out’’ after years of illness. Reinforcing family support is a rational focus for
treatment to prevent suicidal behavior in BPD.

2.2.12. Treatment History

A history of recurrent hospitalizations and outpatient treatments is signifi-
cantly associated with high-lethality attempts (31) and suicide completion
(35,36) within a sample of BPD subjects. Extensive and (presumed) failed
treatment efforts preceding recurrences of suicidal behavior may be due to
many factors, including severity of illness, comorbidity with chronic
Axis-I illness (especially MDD), non-compliance with care, refractoriness
to treatment modalities, or inadequacy of treatment efforts. In the context
of borderline PD (and other PDs), patients with comorbid affective disor-
der may be more refractory to antidepressant treatment than patients with-
out PD diagnoses (see Ref. 79 for a review). Refractoriness to treatment
increases the likelihood of suicidal outcome. In one epidemiologic survey,
Cluster B patients who completed suicide had fewer health contacts in the
3 months before death compared to suicide victims with other PD diagnoses
(e.g., Cluster C) (5). Estrangement from treatment may be another sign of
progressive isolation leading to suicide.

3. PSYCHOBIOLOGIC DIATHESIS TO SUICIDE IN BPD

3.1. Persistent Effects of Childhood Maltreatment

A growing body of empirical evidence suggests that persistent psychobiolo-
gic changes result from childhood sexual and/or physical abuse, especially
affecting the hypothalamic–pituitary axis (HPA), regulation of cortisol, hip-
pocampal structure, and function (80,81). Sexually abused girls demonstrate
increased circulating catecholamines and chronic dysregulation of the HPA,
suggestive of hyperarousal of the stress response. Dysthymia, suicidal idea-
tion, and suicidal behavior are significantly more frequent in these sexually
abused female adolescents than in matched controls. Imaging studies of
women with BPD, some ascertained by histories of childhood abuse, have
demonstrated volume loss in frontal lobes bilaterally, in hippocampus and
amygdala, left orbitofrontal cortex, and right anterior cingulate (82–87).
The affected areas are involved in neural circuits regulating affective and
impulsive behavior, social responses, and memory.

Childhood maltreatment may also lead to persistent changes in the
function of neurotransmitter systems, including the central serotonergic sys-
tem, which plays a critical role in inhibiting impulsive behavior (see Ref. 88,
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for a review). The function of the central serotonergic system has been
studied through the response of the HPA to challenge with serotonergic ago-
nists such as D,L fenfluramine (FEN), meta-chlorophenylpiperazine (m-CPP),
or buspirone. (In normal subjects, the pituitary gland releases prolactin in
response to a serotonergic challenge. The robustness of the hormonal response
of the HPA is an indirect measure of the integrity of central serotonergic
functioning.) Rinne et al. (89) have reported that adult ‘‘impulsive and auto-
aggressive’’ female subjects with BPD, who were abused in childhood, have a
‘‘blunted’’ prolactin response to m-CPP compared to controls, and that the
severity of physical and sexual abuse are each inversely related to the prolactin
response. Childhood traumamay alter the number or function of serotonergic
receptors, permanently affecting important dimensions of personality. The
increased risk for suicidal behavior in BPD patients with a history of child-
hood abuse may be related, in part, to diminished central serotonergic
function or structural changes in neural circuits resulting from abuse. Dimin-
ished central serotonergic function is associatedwith behavioral impulsivity, a
major risk factor for suicidal behavior in BPD.

3.2. The Psychobiology of Impulsivity and Vulnerability
to Suicide

Impulsivity and suicidal behavior in BPD are independently associated with
diminished central serotonergic function, assessed by indirect indices such as
CSF 5-HIAA or the prolactin response to serotonergic agonists. In impul-
sive PD, including BPD, or MDD, diminished levels of CSF 5-HIAA and
a ‘‘blunted’’ prolactin response to FEN have been associated with suicide
attempts (90), especially violent (91) or high-lethality attempts (92). Dimin-
ished levels of CSF 5-HIAA are reported in female BPD subjects with ‘‘gen-
uine’’ suicide attempts but little impulsivity (93), and in male BPD offenders
characterized by impulsive behavior but not suicidality (94–96). The biologic
mediation of impulsivity may differ by gender.

Pharmacologic challenges with serotonergic agonists demonstrate
blunted neuroendocrine responses in many (97–100), though not all (101),
studies of impulsive patients with PD, including BPD, compared to controls,
and an inverse relationship between measures of impulsive-aggression and
the neuroendocrine response. This indirect evidence of central serotonergic
dysregulation may also be related to suicidality. In a recent study, BPD
attempters had a blunted prolactin response to FEN compared to non-
attempters even after covarying for measures of impulsivity and impulsive-
aggression, anger-hostility, or antisocial trait (102) (Fig. 1) suggesting that
impulsivity and suicidality are independently mediated by central serotoner-
gic function in BPD. Evidence of diminished serotonergic function (assessed
by the prolactin response to FEN) is also associated with impulsivity in non-
psychiatric community samples (103–106), suggesting a psychobiologic basis
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for impulsivity as a heritable trait of temperament. Some of the variation
in results across studies is related to gender differences in central seroto-
nergic response to pharmacologic probes. Diminished central serotonergic
function may be more marked in male than female subjects with BPD, due
in part to the severity of the impulsive trait (102). Impulsive-aggression in
males may also be mediated, in part, by testosterone. Gender differences in
the neurobiology of impulsivity and impulsive-aggression may determine
differences in behavioral expression, though cultural and psychodynamic
factors undoubtedly play a role. Males tend to direct impulsive-aggression
externally in the context of anger; women aggress against themselves in the
context of depression.

These measures of serotonergic function are indirect and cannot
address the neurophysiology or neuroanatomy of serotonin function in
impulsive and suicidal patients. A large body of experimental animal
research, clinical observations in man, and neuropsychological studies have
focused attention on the ‘‘executive function’’ of the prefrontal cortex in the
regulation of impulse and response inhibition (see Ref. 107 for a review). The

Figure 1 Prolactin response to D,L fenfluramine (0.8mg/kg to 60mg maximum) in
54 BPD attempters compared to 10 BPD non-attempters. Attempters have signifi-
cantly lower prolactin responses, measured by total AUC, peak-prolactin level, or
difference between peak and baseline prolactin level. Repeated-measures-ANOVA
demonstrates a significant group effect for attempter status with age, gender, and
baseline prolactin as covariates (F¼ 4.25, df¼ 1, p.04).
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prefrontal cortex (PFC) is the primary neocortical site for the representation
of information processed by the limbic system, information pertaining to the
regulation of mood and behavior. Lesions to the medial orbital frontal area
of the PFC (e.g., ‘‘the orbitomedial frontal syndrome’’) are associated with
reduced behavioral response inhibition in animal models and profound dys-
regulation of affect and impulse in people, including disinhibited, socially
inappropriate behaviors, impulsive-aggression, sensation seeking, irritabil-
ity, emotional lability, and devastating personality changes, while leaving
intact other cognitive performance functions (108,109). The famous case
of Phineas Gage, who underwent this personality transformation through
a traumatic orbital-frontal injury in 1848, has been widely publicized to
illustrate this association (109). Impulsivity as a personality trait may be
mediated, in part, by metabolic processes regulating the functional connec-
tivity of the prefrontal cortex, especially in the area of the medial orbital
frontal cortex. Diminished serotonergic function in this area may result in
the disinhibition of affect and impulse.

3.3. FDG-PET Studies

Positron emission tomography (PET) neuroimaging offers a more direct
examination of cortical activity by assessing perfusion [e.g., using [0-15]
water], or metabolism (using the uptake of radiolabeled glucose, as [F-18]-
fluorodeoxyglucose: FDG). Positron emission tomography neuroimaging
studies using FDG uptake as a measure of cortical metabolism have demon-
strated altered patterns of uptake, generally reflecting decreased metabo-
lism, in large areas of both right and left frontal cortex, relative to
controls, in adult patients ascertained for impulsive or violent behaviors,
though representing diverse diagnoses. Positron emission tomography neu-
roimaging studies of subjects ascertained for extremes of pathological
violence [e.g., murderers (110) and violent offenders (111,112)], demonstrate
areas of aberrant glucose utilization or blood flow in frontal and temporal
lobes compared to healthy controls. In a remarkable study of 41 murderers
pleading not guilty by reason of insanity (though of diverse diagnoses),
Raine et al. (110) found reduced glucose metabolism in the left and right
medial superior frontal cortex, left anterior medial frontal cortex, right orbi-
tofrontal cortex, and left and right lateral middle frontal gyri in comparison
to 41 age- and sex-matched controls. These subjects were characterized by
impulsive-aggression rather than premeditated or planned aggression.

Impulsive borderline patients have also been studied using PET neuroi-
maging. De La Fuenta et al. (113) reported ‘‘bilateral relative hypometabo-
lism’’ in areas of pre-motor and prefrontal cortex, in 10 non-depressed BPD
patients compared to 15 healthy age-matched controls. Goyer et al. (114)
found an inverse relationship between a lifetime history of aggression in 17
patients with PD (including six with BPD) and regional cerebral metabolic
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rate of glucose utilization (rCMRglc) in orbital frontal, anterior medial
frontal, and left anterior frontal cortex. The six patients with BPD had
decreased rCMRglc compared to 43 normal controls in areas of right and left
posterior frontal cortex and right anterior frontal cortex (increases were noted
at a different cortical level in the left and right posterior frontal and anterior
medial frontal cortex). This pattern was not found in a sample of subjects with
ASPD.

Relative prefrontal hypometabolism was also noted in non-depressed
BPD patients studied by Soloff et al. (115). Figure 2 illustrates the uptake
of FDG in 19 BPD subjects (14 female, 5 male) compared to 23 normal con-
trols (9 female, 14 male). Borderline personality disorder subjects were phy-
sically healthy and free of all psychoactive medication for 3 months and free
of drug and alcohol use for 2 weeks (with a clean urinalysis). Both groups
were of similar ages: BPD 28.5 years, range 18–50 years; controls 27.2 years,
range 20–50 years. Technical details of image acquisition, co-registration
with MR, and data preparation are reported elsewhere (115). Data were
analyzed by Statistical Parametric Mapping-version99, requiring criteria
of peak voxel significance of p< 0.05 and cluster significance of p< 0.01,
both corrected for multiple comparisons.

3.4. FEN-Activated PET Studies

Mann et al. (116,117) introduced a novel approach to studying the anatomi-
cal localization of the metabolic response to serotonergic stimulation by
conducting FDG-PET neuroimaging studies during pharmacologic activa-
tion with FEN. Healthy adults demonstrated an increased uptake of FDG
in response to FEN activation in large areas of the prefrontal cortex [e.g.,
Brodmann’s areas (BA) (10,44–47)]. In contrast, untreated depressed patients
emonstrated decreased responsivity.

Siever et al. (118) used the FEN-PET paradigm to study PD patients
who were ascertained specifically for the trait of impulsive-aggression,
defined by criteria for Intermittent Explosive Disorder-Revised (IED-R).
Four of the six impulsive PD patients also met criteria for BPD. Decreased
metabolic response to FEN was noted in the PD patients, compared to
controls, in the left lateral orbital and right dorsolateral cortex, in the ven-
tral medial frontal region, right middle and left upper cingulate gyrus, and
right superior parietal lobe. Relative metabolic activity was increased in
controls compared to patients in wide areas across the prefrontal cortical
surface, with the greatest increase in the left orbitofrontal and right
hemispheric lateral areas. Although sample sizes were small (six PDs, five
controls), this study suggested a reduction in serotonergic modulation of
the orbital frontal cortex in impulsive-aggressive patients with PD.

Siever’s work was replicated by Soloff et al. (119), who reported a FEN-
PET neuroimaging study in five criteria-defined BPD subjects with no Axis-I
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MDE, compared to eight normal controls. Four BPD subjects had histories

of suicide attempts; one had a history of self-mutilation. At baseline, region-

ally diminished FDG uptake was found in subjects with BPD compared to

healthy controls in areas of frontal cortex, including themedial orbital frontal

regions of the PFC. In response to FEN, there was a greater response to ser-

otonergic challenge in healthy controls compared to non-depressed subjects

with BPD, especially in the medial and orbital areas of the prefrontal cortex.
More recently, New et al. (120) extended Siever’s work in the same

setting, but used meta-chlorophenylpiperazine (m-CPP), a different seroto-

nergic agonist. They also studied PD subjects ascertained for impulsive-

aggression, who were age- and sex-matched with healthy controls. In

response to m-CPP, PD patients showed significant decreases in relative

Figure 2 Baseline (placebo) differences between BPD and controls. SPM projection
images and overlay of PM map onto five representative T1 MR images demonstrate
areas of significant voxel clusters corresponding to reductions in FDG uptake in the
patients relative to controls. Particularly apparent at Z-axis positions of –12, –4, þ4,
þ16, and þ28 mm; reductions in relative cerebral glucose metabolic activity in BPD
were found in the left medial orbital frontal, right dorso-lateral prefrontal, and left
temporal-parietal cortex. Of note is the relative hypometabolism in areas of the pre-
frontal cortex (especially medial orbital frontal) in BPD subjects relative to healthy
controls. [MR images are displayed in neurologic right–left orientation, i.e., right (R)
corresponds to subjects’ right side.]
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metabolic rate at an orbital level in the left medial frontal cortex and
anterior cingulate gyrus (BA25) compared to healthy controls, and a signifi-
cant increase at an orbital level in the right lateral frontal region and poster-
ior cingulate. There was an inverse relationship between the metabolic
response to m-CPP and clinical measures of aggression in lateral frontal
cortex.

Taken together, these imaging studies suggest that impulsivity in BPD
(and other impulsive PD) is mediated, in part, by diminished serotonergic
function in neural circuits involving the frontal and prefrontal cortex.
Alterations in serotonergic regulation of PFC function, whether heritable
as a trait of temperament, or acquired as a result of childhood maltreatment,
may result in a biological diathesis toward impulsive and suicidal behavior
in patients with BPD.

4. CONCLUSIONS

Risk factors for suicidal behavior are not disease-specific, but may have
markedly different prevalences across disorders. Suicide completion or
attempts in BPD are associated with demographic, diagnostic, clinical, psy-
chosocial, and biologic factors common to other high-risk groups. Studies
using diverse methods and samples generally concur that suicide completion
in BPD is associated with older age, lower socio-economic status, and pro-
blems with school, employment, and finances, all non-specific stressors.
There is less agreement on the role of comorbid depression or substance
use as acute stressors associated with suicide in BPD; nonetheless, both
are clearly linked to higher risk of completion in several studies and cannot
be ignored. Cross-diagnostic studies of attempt behavior in BPD report
similar stress variables, but also highlight the frequency of attempts, impul-
sive and antisocial behaviors (or ASPD comorbidity), poor psychosocial
adjustment, and histories of childhood abuse as more prevalent in BPD
attempters and completers than in other disorders.

Within the BPD diagnosis, high lethality is predicted by low SES,
co-morbidity with ASPD, high suicide intent, and an extensive treatment
history. These variables may be generalized to represent social burden, vul-
nerable temperament, acute affective distress (especially MDD), and chroni-
city of illness. Are there unique contributions of BPD to suicide risk in
addition to those common across diagnoses? Although not specific to
BPD, risk factors for suicidal behavior strongly associated with BPD
include: (i) impulsive and aggressive temperament, both behavioral expres-
sion and underlying biologic mediation, (ii) the psychological and biological
sequellae of childhood maltreatment, and (iii) the chronicity of the suicidal
process.

How does the borderline patient move from a history of repeated
‘‘gestures’’ to death by suicide? This issue is still the subject of prospective
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investigation; however, it is apparent that age and the cumulative conse-
quences of chronic illness play a major, if non-specific, role in moving the
borderline patient toward suicide completion. The cumulative social and
vocational consequences of a lifetime of recurrent suicide attempts, interper-
sonal crises, and failed treatments render the patient increasingly isolated
and vulnerable to new affective stressors. These patients have depleted pro-
tective resources (e.g., family and social supports) and report few reasons for
living. Over time, risk factors for suicide completion in BPD may differ little
from those of other chronic and persistent mental illnesses.

While the focus of this review is on suicide attempts and completion, it
is important to recall that the majority of BPD patients do not die by sui-
cide, but have favorable long-term outcomes, comparable to patients with
histories of depression (see Ref. 7 for a review). On follow-up, many patients
no longer meet diagnostic criteria for the borderline diagnosis. Suicide
research studies may be used to define patient subgroups at especially high
risk and target areas for intervention. Aggressive treatment for impulsivity,
affective disorders, and substance use will lower the risk of suicide in BPD.
Just as poor social adjustment predicts attempt behavior, improving social
adjustment may be protective. Therapeutic attention to family and social
supports, often ignored in the treatment of BPD, is a practical means of
decreasing risk. Psychoeducation and support are needed to combat the
‘‘burn-out’’ experienced by many families over time. High-risk patients with
BPD resemble patients with other chronic and persistent mental illnesses. Re-
framing BPD as a chronic mental illness in these patients should lead to
greater emphasis on social and vocational rehabilitation. Keeping the chroni-
cally and persistently ill borderline patient engaged in treatment beyond per-
iods of acute crisis is an important principle for reducing suicide risk.

REFERENCES

1. Gunderson JG, Ridolfi ME. Borderline personality disorder: suicidality and
self-mutilation. Ann N Y Acad Sci 2001; 932:61–77.

2. Soloff PH, Lis JA, Kelly T, Cornelius J, Ulrich R. Risk factors for suicidal
behavior in borderline personality disorder. Am J Psychiatry 1994;
151:1316–1323.

3. Zisook S, Goff A, Sledge P, Shuchter SR. Reported suicidal behavior and
current suicidal ideation in a psychiatric outpatient clinic. Ann Clin Psychiatry
1994; 6:27–31.

4. Runeson B. Mental disorder in youth suicide. Acta Psychiatr Scand 1989;
79:490–497.

5. Isomesta ET, Henriksson MM, Heikkinen ME, Aro HM, Marttunen MJ,
Kuoppasalmi KI, Lonnqvist JK. Suicide among subjects with personality
disorders. Am J Psychiatry 1996; 153:667–673.

6. Soderberg S. Personality disorders in parasuicide. Nord J Psychiatry 2001;
55:163–167.

Risk Factors for Suicidal Behavior in BPD 357



7. Stone M. The course of borderline personality disorder. In: Tasman A, Hales
RE, Frances AJ, eds. American Psychiatric Press Review of Psychiatry. Vol. 8.
Washington, DC: American Psychiatric Press, 1989.

8. Paris J. Chronic suicidality among patients with borderline personality disor-
der. Psychiatr Serv 2002; 53:738–742.

9. Swartz M, Blazer D, George L, Winfield I. Estimating the prevalence of bor-
derline personality disorder in the community. J Personal Disord 1990; 4:
257–272.

10. Widiger TA, Weissman MM. Epidemiology of borderline personality disorder.
Hosp Community Psychiatry 1991; 42:1015–1021.

11. Mann JJ, Waternaux C, Haas GL, Malone KM. Toward a clinical model
of suicidal behavior in psychiatric patients. Am J Psychiatry 1999; 156:
181–189.

12. Zanarini MC, Frankenburg FR, Dubo ED, Sickel AE, Trikha A, Levin A,
Reynolds V. Axis I Co-morbidity of borderline personality disorder. Am
J Psychiatry 1998; 155:1733–1739.

13. Perry JC. Depression in borderline personality disorder. Lifetime prevalence at
interview and longitudinal course of symptoms. . Am J Psychiatry 1985; 142:
15–21.

14. Fyer MR, Frances AJ, Sullivan T, Hurt SW, Clarkin J. Suicide attempts in
patients with borderline personality disorder. Am J Psychiatry 1988;
145:737–739.

15. Corbitt EM, Malone KM, Haas GL, Mann JJ. Suicidal behavior in patients
with major depression and comorbid personality disorders. J Affect Disord
1996; 39:61–72.

16. Koenigsberg HW, Anwunah I, New AS, Mitropoulou V, Schopick F, Siever
LJ. Relationship between depression and borderline personality disorder.
Depress Anxiety 1999; 10:158–167.

17. Mehlum L, Friis S, Vaglum P, Karterus S. The longitudinal pattern of suicidal
behavior in borderline personality disorder: a prospective follow-up study.
Acta Psychiatr Scand 1994; 90:124–130.

18. Koenigsberg HW, Harvey PD, Mitropoulou V, Schmeidler J, New AS, Good-
man M, Silverman JM, Serby M, Schopick F, Siever LJ. Characterizing affec-
tive instability in borderline personality disorder. Am J Psychiatry 2002;
159:784–788.

19. Zanarini MC, Gunderson JG. Differential diagnosis of antisocial and border-
line personality disorders. In: Stoff DM, Breiling J, Maser JD, eds. Handbook
of Antisocial Behavior. New York: John Wiley & Sons, 1997:83–91.

20. Garvey MJ, Spoden F. Suicide attempts in antisocial personality disorder.
Compr Psychiatry 1980; 21:146–149.

21. Woodruff RA, Guze SG, Clayton PJ. The medical and psychiatric implica-
tions of antisocial personality (sociopathy). Dis Nerv Syst 1971; 32:712–714.

22. Cloninger CR, Bayon C, Przybeck TR. Epidemmiology and axis I comorbid-
ity of antisocial personality. In: Stoff DM, Breiling J, Maser JD, eds. Hand-
book of Antisocial Behavior. New York: John Wiley & Sons, 1997:12–21.

358 Soloff



23. Rich CL, Runeson BS. Similarities in diagnostic comorbidity between suicide
among young people in Sweden and the United States. Acta Psychiatr Scand
1992; 86:335–339.

24. Paris J. Implications of longterm outcome research for the management of
patients with borderline personality disorder. Harvard Rev Psychiatry 2002;
10:315–323.

25. Fawcett J, Scheftner WA, Fogg L, Clark DC, Young MA, Hedecker D,
Gibbons R. Time-related predictors of suicide in major affective disorders.
Am J Psychiatry 1990; 147:1189–1194.

26. Angst J, Clayton PJ. Personality, smoking and suicide: a prospective study.
J Affect Disord 1998; 51:55–62.

27. Runeson B, Beskow J. Borderline personality disorder in young Swedish
suicides. J Nerv Ment Dis 1991; 179:153–156.

28. Paris J, Zweig-Frank H. A 27-year follow-up of patients with borderline per-
sonality disorder. Compr Psychiatry 2001; 42:482–487.

29. Heikkinen ME, Henriksson MM, Isometsa ET, Marttunen MJ, Aro HM,
Lonnqvist JK. Recent life events and suicide in personality disorders. J Nerv
Ment Dis 1997; 185:373–381.

30. Heikkinen ME, Isometsa ET, Henriksson MM, Marttunen MJ, Aro HM,
Lonnqvist JK. Psychosocial factors and completed suicide in personality
disorders. Acta Psychiatr Scand 1997; 95:49–57.

31. Soloff PH, Fabio A, Kelly TM, Malone KM, Mann JJ. High lethality suicide
attempts in borderline personality disorder. Annual Meeting of the American
Psychiatric Association, Journal of Personality Disorders (in press), NY, May
3, 2004.

32. Shearer SL, Peters CP, Quaytman MS, Wadman BE. Intent and lethality of
suicide attempts among female borderline inpatients. Am J Psychiatry 1988;
145:1424–1427.

33. Leon AC, Friedman RA, Sweeney JA, Brown RP, Mann JJ. Statistical issues
in the identification of risk factors for suicidal behavior: the application of
survival analysis. Psychiatry Res 1990; 31:99–108.

34. Soloff PH, Lynch KG, Kelly TM, Malone KM, Mann JJ. Characteristics of
suicide attempts of patients with major depressive episode and borderline per-
sonality disorder: a comparative study. Am J Psychiatry 2000; 157:601–608.

35. Kullgren G. Factors associated with completed suicide in borderline personal-
ity disorder. J Nerv Ment Dis 1988; 176:40–44.

36. Kjelsberg E, Eikeseth PH, Dahl AA. Suicide in borderline patients: predictive
factors. Acta Psychiatr Scand 1991; 84:283–287.

37. Malone KM, Haas GL, Sweeney JA, Mann JJ. Major depression and the risk
of attempted suicide. J Affect Disord 1995; 4:173–185.

38. Fawcett J, Sheftner W, Clark D, Hedeker D, Gibbons R, Coryell W. Clinical
predictors of suicide in patients with major affective disorders: a controlled
prospective study. Am J Psychiatry 1987; 114:35–40.

39. Young MA, Fogg LF, Scheftner WA, Fawcett JA. Interactions of risk factors
in predicting suicide. Am J Psychiatry 1994; 151:434–435.

Risk Factors for Suicidal Behavior in BPD 359



40. Hirschfeld RMA, Davidson L. Risk factors for suicide. In: Frances AJ, Hales
RE, eds. Review of Psychiatry. Vol. 7. Washington, DC: American Psychiatric
Press, 1988:307–333.

41. Friedman RC, Aronoff MS, Clarkin JF, Corn R, Hurst SW. History of suici-
dal behavior in depressed borderline inpatients. Am J Psychiatry 1983;
140:1023–1026.

42. Mieczkowski TA, Sweeney JA, Haas GL, Junker BW, Brown RP, Mann JJ.
Factor composition of the suicide intent scale. Suicide Life Threat Behav
1993; 23:37–45.

43. Beck AT, Schuyler D, Herman I. Development of suicidal intent scales. In:
Beck AT, Resnick HLP, Lettiem D, eds. The Prediction of Suicide. Bowie,
MD: Charles Press, 1974:45–56.

44. Yen SM, Shea T, Pagano M, Sanislow CA, Grilo CM, McGlashen TH,
Skodol AE, Bender DS, Zanarini MC, Gunderson JG. Axis I and Axis II
disorders as predictors of prospective suicide attempts: findings from the Col-
laborative Longitudinal Personality Disorders Study. J Abnorm Psychol 2003;
112:375–381.

45. Rydelius R. The development of antisocial behavior and sudden death. Acta
Psychiatr Scand 1988; 77:398–403.

46. Plutchik R, van Praag HM. Suicide, impulsivity and antisocial behavior. In:
Stoff DM, Breiling J, Maser JD, eds. Handbook of Antisocial Behavior.
New York: John Wiley & Sons, 1997:101–108.

47. Cloninger CR, Sigvardsson S, Bohman M. Childhood personality predicts
alcohol abuse in young adults. Alcohol Clin Exp Res 1988; 12:494–505.

48. Brodsky BS, Malone KM, Ellis SP, Dulit RA, Mann JJ. Characteristics of
borderline personality disorder associated with suicidal behavior. Am J Psy-
chiatry 1997; 154:1715–1719.

49. Brown MZ, Comtois KA, Linehan MM. Reasons for suicide attempts and
nonsuicidal self-injury in women with borderline personality disorder.
J Abnorm Psychol 2002; 111(1):198–202.

50. Johnson JG, Cohen P, Gould MS, Kasen S, Brown J, Brook JS. Childhood
adversities, interpersonal difficulties, and risk for suicide attempts during
late adolescence and early adulthood. Arch Gen Psychiatry 2002; 59:
741–749.

51. Silove D, George G, Bhavani-Sankaram V. Parasuicide: interaction between
inadequate parenting and recent interpersonal stress. Aust N Z J Psychiatry
1987; 21:221–228.

52. Dube SR, Anda RF, Felitti VJ, Chapman DP, Williamson DF, Giles WH.
Childhood abuse, household dysfunction, and the risk of attempted suicide
throughout the life span. J Am Med Assoc 2001; 286:3089–3096.

53. Zanarini MC. Childhood experiences associated with the development of bor-
derline personality disorder. Psychiatr Clin North Am 2000; 23:89–101.

54. Zanarini MC, Williams AA, Lewis RE, Reich RB, Vera SC, Marino MF,
Levin A, Yong L, Frankenburg FR. Reported pathological childhood experi-
ences associated with the development of borderline personality disorder. Am
J Psychiatry 1997; 154:1101–1106.

360 Soloff



55. Links PS, van Reekum R. Childhood sexual abuse, parental impairment and
the development of borderline personality disorder. Can J Psychiatry 1993;
38:472–474.

56. Shearer SL, Peters CP, Quaytman MS, Ogden RL. Frequency and correlates
of childhood sexual and physical abuse histories in adult female borderline
inpatients. Am J Psychiatry 1990; 147:214–216.

57. Herman JL, Perry JC, van der Kolk BA. Childhood trauma in borderline
personality disorder. Am J Psychiatry 1989; 146:490–496.

58. Salzman JP, Salzman C, Wolfson AN, Albanese M, Looper J, Ostacher M,
Schwartz J, Chinman G, Land W, Miyawaki E. Association between border-
line personality structure and history of childhood abuse in adult volunteers.
Compr Psychiatry 1993; 34:254–257.

59. Paris J, Zweig-Frank H, Guzder J. Psychological risk factors for borderline
personality disorder in female patients. Compr Psychiatry 1994; 35:301–305.

60. Paris J, Zweig-Frank H, Guzder J. Risk factors for borderline personality in
male outpatients. J Nerv Ment Dis 1994; 182:375–380.

61. Silk KR, Lee S, Hill EM, Lohr NE. Borderline personality disorder symptoms
and severity of sexual abuse. Am J Psychiatry 1995; 152:1059–1064.

62. Ogata SN, Silk KR, Goodrich S, Lohr NE, Westen D, Hill EM. Childhood
sexual and physical abuse in adult patients with borderline personality disor-
der. Am J Psychiatry 1990; 147:1008–1013.

63. Gunderson JG, Sabo AN. The phenomenological and conceptual interface
between borderline personality disorder and PTSD. Am J Psychiatry 1993;
150:19–27.

64. Browne A, Finkelhor D. Initial and Long-term effects: A review of the
research. In: Finkelhor D, ed. A Source Book on Child Sexual Abuse. Beverly
Hills, CA: Sage Publications, 1986:143–179.

65. Romans SE, Martin JL, Anderson JC, Herbison GP, Mullen PE. Sexual
abuse in childhood and deliberate self harm. Am J Psychiatry 1995;
152:1336–1342.

66. Soloff PH, Lis JA, Kelly T, Cornelius J, Ulrich R. Self-mutilation and suicidal
behavior in borderline personality disorder. J Personal Disord 1994; 8(4):
257–267.

67. Soloff PH, Lynch KG, Kelly TM. Childhood abuse as a risk factor for suicidal
behavior in borderline personality disorder. J Personal Disord 2002; 16:
201–214.

68. Tejedor MC, Diaz A, Castillon JJ, Pericay JM. Attempted suicide: repetition
and survival—findings of a follow-up study. Acta Psychiatric Scand 1999;
100:205–211.

69. Goldston D, Daniel S, Reboussin D, Kelley A, Ievers C, Brunstetter R. First
time suicide attempters, repeat attempters, and previous attempters on an ado-
lescent inpatient psychiatry unit. J Am Acad Child Adolesc Psychiatry 1996;
35:631–639.

70. Goldston DB, Daniel SS, Reboussin DM, Reboussin BA, Frazier PH, Kelley
AE. Suicide attempts among formerly hospitalized adolescents: a prospective
naturalistic study of risk during the first five years after discharge. J Am Acad
Child Adolesc Psychiatry 1999; 38:660–671.

Risk Factors for Suicidal Behavior in BPD 361



71. Stanley B, Gameroff MJ, Michalson V, Mann JJ. Are suicide attempters who
self-mutilate a unique population? Am J Psychiatry 2001; 158:427–432.

72. Beck AT, Brown G, Berchick RJ, Stewart BL, Steer RA. Relationship between
hopelessness and ultimate suicide: a replication with psychiatric outpatients.
Am J Psychiatry 1994; 147:190–195.

73. Beck AT, Steer RA, Kovacs M, Garrison B. Hopelessness and eventual sui-
cide: a 10-year prospective study of patients hospitalized with suicidal idea-
tion. Am J Psychiatry 1985; 142:559–563.

74. Reich J. The relationship of suicide attempts, borderline personality traits, and
major depressive disorder in a veteran outpatient population. J Affect Disord
1998; 49:151–156.

75. Placidi G, Oquendo MA, Malone K, Brodsky B, Ellis S, Mann JJ. Anxiety in
major depression. Am J Psychiatry 2000; 157:1614–1618.

76. Busch K, Fawcett J, Jacobs DG. Clinical correlates of inpatient suicide. J Clin
Psychiatry 2003; 64:14–19.

77. Graham C, Burvill PW. A study of Coroner’s records of suicide in young peo-
ple, 1986–1988 in Western Australia. Aust N Z J Psychiatry 1992; 26:30–39.

78. Kelly TM, Soloff PH, Lynch KG, Haas GL, Mann JJ. Recent life events,
social adjustment, and suicide attempts in patients with major depression
and borderline personality disorder. J Personal Disord 2000; 14:316–326.

79. Mulder R. Personality pathology and treatment outcomes in major depres-
sion: a review. Am J Psychiatry 2002; 159:359–371.

80. DeBellis M, Baum AS, Birmaher B, Keshavan MS, Eccard CH, Boring AM,
Jenkens FJ, Ryan ND. Developmental Traumatology. Part I: Biological stress
systems. Biol Psychiatry 1999; 45:1259–1270.

81. DeBellis MD, Keshavan MS, Clark DB, Casey BJ, Giedd JN, Boring AM,
Frustaci K, Ryan ND. Developmental Traumatology Part II: Brain Develop-
ment. Biol Psychiatry 1999; 45:1271–1284.

82. Bremner JD, Vythilingam M, Vermetten E, Southwick SM, McGlashan T,
Nazeer A, Khan S, Vaccarino LV, Soufer R, Garg PK, Ng CK, Staib LH,
Duncan JS, Charney DS. MRI and PET study of deficits in hippocampal
structure and function in women with childhood sexual abuse and post-
traumatic stress disorder. Am J Psychiatry 2003; 160:924–932.

83. Driessen M, Herrmann J, Stahl K, Zwaan M, Meier S, Hill A, Osterheider M,
Peterson D. Magnetic resonance imaging volumes of the hippocampus and the
amygdala in women with borderline personality disorder and early traumati-
zation. Arch Gen Psychiatry 2000; 57:1115–1122.

84. Schmahl CG, Vermetten E, Elzinga BM, Bremner J. Magnetic resonance ima-
ging of hippocampal and amygdala volume in women with childhood abuse
and borderline personality disorder. Psychiatry Res 2003; 122:193–198.

85. Stein MB, Koverola C, Hanna C, Torchia MG, McClarty B. Hippocampal
volume in women victimized by childhood sexual abuse. Psychol Med 1997;
27:951–959.

86. Tebarz van Elst L, Hesslinger B, Thiel T, Geiger E, Haegele K, Lemieux L,
Lieb K, Bohus M, Hennig J, Ebert D. Frontolimbic brain abnormalities in
patients with borderline personality disorder: a volumetric magnetic resonance
imaging study. Biol Psychiatry 2003; 54:163–171.

362 Soloff



87. Lyoo IK, Han MH, Cho DY. A brain MRI study in subjects with borderline
personality disorder. J Affect Disord 1998; 50:235–243.

88. Higley JD, Linnoila M. Low central nervous system serotonergic activity is
trait-like and correlates with impulsive behavior. A nonhuman primate model
investigating genetic and environmental influences on neurotransmission. Ann
N Y Acad Sci 1997; 836:39–56.

89. Rinne T, Westenberg HGM, den Boer JA, van den Brink W. Serotonergic
blunting to meta-Chlorophenylpiperazine (m-CPP) highly orrelates with sus-
tained childhood abuse in impulsive and autoaggressive female borderline
patients. Biol Psychiatry 2000; 47:548–556.

90. Asberg M, Schalling D, Traskman-Bendz L, Wagner A. Psychobiology of sui-
cide, impulsivity and related phenomena. In: Meltzer HY, ed. Psychopharma-
cology: Third Generation of Progress. New York: Raven Press, 1987:655–688.

91. Traskman-Benz L, Asberg M, Schalling D. Serotonergic function and suicidal
behavior in personality disorders. Ann N Y Acad Sci 1986; 487:168–174.

92. Mann JJ, Malone KM. Cerebrospinal fluid amines and higher lethality suicide
attempts in depressed inpatients. Biol Psychiatry 1997; 41:162–171.

93. Gardner DL, Lucas PB, Cowdry RW. CSF metabolites in borderline personal-
ity disorder compared with normal controls. Biol Psychiatry 1990; 28:247–254.

94. Linnoila M, DeJong J, Virkkunen M. Monoamines, glucose metabolism and
impulse control. Psychopharmacol Bull 1989; 25:404–406.

95. Virkkunen M, Nuutila A, Goodwin FK, Linnoila M. Cerebrospinal fluid
metabolite in male arsonists. Arch Gen Psychiatry 1987; 44:241–247.

96. Virkkunen M, Rawlings R, Tokola R, Poland RE, Guidotti A, Nemeroff C,
Bisette G, Kalogeras K, Karonen S, Linnoila M. CSF biochemistries, glucose
metabolism, and diurnal activity rhythms in alcoholic, violent offenders, fire
setters, and healthy volunteers. Arch Gen Psychiatry 1994; 51:20–27.

97. Coccaro EF, Kavoussi RJ, Cooper TB, Hauger RL. Central serotonin activity
and aggression: inverse relationship with prolactin response to d-fenfluramine,
but not CSF 5-HIAA concentration in human subjects. Am J Psychiatry 1997;
154:1430–1435.

98. Coccaro EF, Gabriel S, Siever LJ. Buspirone challange: preliminary evidence
for a role for central 5HT-1a receptor function in impulsive aggressive beha-
vior in humans. Psychopharmacol Bull 1990; 26:393–405.

99. Moss HB, Yao JK, Panzak L. Serotonergic responsivity and behavioral
dimensions in antisocial personality disorder with substance abuse. Biol
Psychiatry 1990; 28:325–338.

100. O’Keane V, Maloney E, O’Neill H, O’Connor A, Smith C, Dinan TG. Blunted
prolactin responses to d-fenfluramine in sociopathy: evidence for subsensitivity
of central serotonergic function. Br J Psychiatry 1992; 160:643–646.

101. Martial J,Paris J,LeytonM,Zweig-FrankH,SchwartzG,TeboulE,Thavundayil
J, Larue S, Kin NMK, Nair NP. Neuroendocrine study of serotonin function in
female borderline personality disorder patients: a pilot study. Biol Psychiatry
1997; 42:737–739.

102. Soloff PH, Kelly TM, Strotmeyer SJ, Malone KM, Mann JJ. Impulsivity,
genderandresponse to fenfluraminechallenge inborderlinepersonalitydisorder.
Psychiatry Res 2003; 119:11–24.

Risk Factors for Suicidal Behavior in BPD 363



103. Muldoon MF, Manuck SB, Jansma CL, Moore AL, Perel J, Mann JJ. d,l Fen-
fluramine challenge test: experience in nonpatient sample. Biol Psychiatry
1996; 39:761–768.

104. Evans J, Platts H, Lightman S, Nutt D. Impulsiveness and the prolactin
response to d-fenfluramine. Psychopharmacology 2000; 149:147–152.

105. Manuck SB, Flory JD, McCaffery JM, Matthews KA, Mann JJ, Muldoon
MF. Aggression, impulsivity and central nervous system serotonergic respon-
sivity in a nonpatient sample. Neuropsychopharmacology 1998; 19:287–299.

106. Cleare AJ, Bond AJ. Does central serotonergic function correlate inversely
with aggression? A study using d-fenfluramine in healthy subjects. Psychiatry
Res 1997; 69:89–95.

107. Weinberger DR. A connectionist approach to the prefrontal cortex. J Neurop-
sychiatry Clin Neurosci 1993; 5:241–253.

108. Malloy P, Bihrle A, Duffy J. The orbitomedial frontal syndrome. Arch Clin
Neuropsychol 1993; 8:185–201.

109. Damasio H, Grabowski T, Frank R, Galaburda AM, Damasio AR. The
return of Phineas Gage: clues about the brain from the skull of a famous
patient. Science 1994; 264:1102–1105.

110. Raine D, Buchsbaum M, LaCasse L. Brain abnormalities in murderers indi-
cated by positron emission tomography. Biol Psychiatry 1997; 42:495–508.

111. Soderstrom H, Tullberg M, Wikkelso C, Ekholm S, Forsman A. Reduced
regional cerebral blood flow in non-psychotic violent offenders. Psychiatry
Res 2000; 98:29–41.

112. Soderstrom H, Hultin L, Tullberg M, Wikkelso C, Ekholm S, Forsman A.
Reduced frontotemporal perfusion in psychopathic personality. Psychiatry
Res 2002; 114:81–94.

113. De La Fuenta JM, Goldman S, Stanus E, Vizuete C, Morlan I, Bobes J,
Mendlewicz J. Brain glucose metabolism in borderline personality disorder.
J Psychiatr Res 1997; 31:531–541.

114. Goyer PF, Andreason PJ, Semple WE, Clayton AH, King AC, Compton-Toth
BA, Schultz SC, Cohen RM. Positron emission tomography and personality
disorders. Neuropsychopharmacology 1994; 10:21–28.

115. Soloff PH, Meltzer CC, Becker C, Greer PJ, Kelly TM, Constantine D. Impul-
sivity and prefrontal hypometabolism in borderline personality disorder.
Psychiatry Res 2003; 123:153–163.

116. Mann JJ, Malone KM, Diehl DJ, Nichols TE, Mintun MA. Positron emission
tomographic imaging of serotonin activation effects on prefrontal cortex in
healthy volunteers. J Cereb Blood Flow Metab 1996; 16:418–426.

117. Mann JJ, Malone KM, Diehl DJ, Perel J, Cooper TB, Mintun MA. Demon-
stration in vivo of reduced serotonin responsivity in the brain of untreated
depressed patients. Am J Psychiatry 1996; 153:174–182.

118. Siever LJ, BuchsbaumM, NewAS, Spiegel-Cohen J,Wei T, Hazlett E, Sevin E,
Nunn M, Mitropoulou M. d,l Fenfluramine response in impulsive personality
disorder assessed with [18-F] fluorodeoxyglucose positron emission tomogra-
phy. Neuropsychopharmacology 1999; 20:413–423.

364 Soloff



119. Soloff PH, Meltzer CC, Greer PJ, Constantine D, Kelly TM. A fenfluramine-
activated FDG–PET study of borderline personality disorder. Biol Psychiatry
2000; 47:540–547.

120. New AS, Trestman RL, Mitropolulou V, Benishay D, Coccaro E, Siever LJ.
Serotonergic function and self injurious behavior in personality disorder
patients. Psychiatry Res 1997; 69:17–26.

Risk Factors for Suicidal Behavior in BPD 365





Index

5-HT enhancing agents, 90
5-HT1B receptor, 111

Abandonment, 20, 22, 31, 66
Abuse, impact of, 42
Acceptance, 37, 211, 220, 221, 225
Acetylcholine, 113
Active passivity, 219
ADHD. See Attention deficit disorder

with hyperactivity
Adolescence, 29, 32, 48, 156, 181

borderline pathologic behavior in,
47

Adulthood, 14, 44, 55, 157, 181, 347
Affect regulation, 288
Affective disorder, 13, 105, 113, 172,

335
Affective dysregulation, 65
Affective instability, 66, 104, 113, 146,

182, 319, 325
Affective lability, 22, 248, 335
Affective psychoses, 4, 7
Affective states, 24, 288
Affective symptoms, 171, 174, 182
Affective vulnerability, 309
Affectivity

negative, 64, 65, 66, 74, 129
positive, 64

Aggression
aggressive behavior, 83, 109
impulsive, 14, 15, 83
sexual, 91

Aggressive tendencies, 44
Aggressivity, 337, 344, 345
Agranulocytosis, 247
Agreeableness, 36, 129
Akathisia, 246
Alcohol abuse, 111, 137, 140, 147, 148
Alprazolam, 244
Altercations, 288
Ambulatory schizophrenia, 5, 43
American Psychiatric Association, 12,

186, 206
Amitriptyline, 244
Amygdala, 51, 89, 217, 319, 325, 328
Anger, 2, 11, 14, 88, 197, 274
Angry outbursts, 44, 89
Anti-androgens, 91
Anticonvulsants, 90
Antipsychotics, 91, 249
Antisocial personality disorder, 15, 35,

89, 146, 311, 336
Anxiety disorder, 143, 144, 348
Anxious cluster personality disorders,

170
Apparent competence, 219
As-If personality, 6
ASPD. See Antisocial personality

disorder
Attention deficit disorder with

hyperactivity, 85
Atypical depression, 143, 245
Autistic patients, 90
Avoidant personality disorder, 70,

156, 176

367



Axis-I psychopathology, 32
Axis-II disorders, 21, 136, 140, 144,

146, 149, 159, 169, 176, 249, 252

Barratt Impulsiveness Scale, 313
Beck’s Suicide Intent Scale, 347
Behavioral activation, 64, 226
Behavioral change, 211, 263
Behavioral dysregulation, 218, 231
Behavioral genetics, 88
Behavioral repertoire, 216
Benzodiazepine, 86, 136, 190, 234
Beta-blockers, 91
Biological dysfunction, 21
Biosocial theory
of BPD, 217, 230

Biparental failure, 49, 55
Bipolar affective disorder, 105, 113
Bipolar disorder
and ASPD, 148, 336
implications of, 142

and Axis-I disorder, 36, 104, 136,
149, 159

and Axis-II disorder, 107, 142, 148
and bulimia, 140, 143, 145
and MDD, 136, 142, 143
and OCD, 144
and PTSD, 14
and substance abuse/dependence,

146
cognitive problems, 22
frontolimbic hypothesis of, 308,

309
genetics of, 104, 129
history of, 248
prototype, 48
signs and symptoms characteristic

of, 20
symptoms
heterogeneity of, 281, 326, 327

temperament model of, 68
type I patients, 19
type II patients, 19
type III patients, 20

Bipolar II disorder, 169, 250, 319, 326,
335

Blame game, 264

Bleuler, 3, 7, 9, 11
eugene, 3

Borderline personality organization, 9,
43, 46, 127

Borderline schizophrenia, 3, 4, 7, 8, 11,
12

genetic contribution to, 196
Borderline symptomatology, 69
BPD. See Bipolar disorder
Brain
CT scans, 306
disturbed interpersonal

relationships, 325
effect of comorbidity, 142
effect of small size, 326
emotional instability, 319
imaging techniques, 305
impulsivity, 317
MRI studies, 306, 307, 309
functional (fMRI), 309, 312

MRS studies, 317
PET studies, 312, 327, 354
regions–aggression, 312, 316, 328

Brain-derived neurotrophic factor,
112, 328

Brodmann’s areas, 313, 354
Brown-Goodwin Lifetime History

of Aggression, 313
Bulimia nervosa, 145, 146
Buspirone, 90, 109, 351
Bychowski, Gustav, 7

Cannabis, 147
Carbamazepine, 90, 250
Catechol-O-methyl transferase, 114
Catecholamines, 85, 114, 350
Caucasians, 111
Central serotonin function, 109
Cerebellar vermis, 309
Cerebral blood flow, 314
Cerebrospinal fluid (CSF), 84,

108, 307
and 5-hydroxyindoleacetic acid

(5-HIAA), 84, 108
concentration–aggression, 84

homovanillic acid, 86
Chain analysis, 223, 224, 261, 272

368 Index



Chestnut Lodge, 156, 157, 172, 183
Childhood

abuse, 23, 54, 88, 328
academic performance, 156, 161, 353
aggression impulses, 45
maltreatment, 338, 346, 347, 350,

356
sexual abuse, 51, 54, 55, 347
trauma, 182, 185, 328

Children, aggression in, 90
Chlorpromazine, 244
Chronic dysphoria, 25
Cingulate cortex, 89, 308, 313
Clonidine, 85, 91, 114
Clozapine, 91, 247, 248
CLPS. See Collaborative Longitudinal

Personality disorders Study
Cluster B disorder, 143, 145, 335
Comorbidity, 14, 15, 35, 104, 136, 142,

148, 149, 159
Cognitive dysregulation, 219, 232
Cognitive-behavioral therapy, 144
Collaborative Longitudinal

Personality Disorders Study,
71, 157, 183, 344

Compulsive disorder, 15, 137
Congenital factors, 45
Conscientiousness, 64, 129
Cortisol, 136, 328, 350
Counter-transference

reactions, 201, 284
responses, 284

CSF. See Cerebrospinal fluid
Cyclothymia, 145
Cyclothymic temperament, 319

D-Lysergic acid diethylamide, 244
Day hospital treatment, 282–284, 288,

289, 294, 297, 301
clinical example, 231, 299

Day treatment, advantages of, 170,
186, 281, 282

DBT. See dialectical behavior therapy
Demandingness, 29, 30
Dementia, 91, 251
Dementia praecox, 3, 4, 6, 9
Dependency, 33, 204

Depersonalization, 22, 36, 185, 188
Depression, 142, 206, 226
Derealization, 22
Deviant personality traits, 129
Diagnostic and Statistical Manual

(DSM), 1, 36, 104
DSM-III, 6, 36, 43, 173, 191
DSM-IV, 20, 65, 138
DSM-III-R, 20, 65, 130
of Mental Disorders IV, 20

Diagnostic interview for borderlines,
36, 71, 169, 172

Dialectical behavior therapy, 76, 143,
186, 211, 222, 274

clinical example, 231–236
enhancing therapist skill, 229–230
evolution of, 106
family skills training, 263
increasing awareness in patients,

269, 271
mechanisms of patient change,

230–231
skills training, 225–228

Dialectical philosophy, 211–213
Dialectical strategies, 224–225
Diazepam, 244
Diffusion tensor imaging, 326
Disinhibition, 89, 244, 311, 353
Dissociative identity disorder, 14, 15
Distortions, 34, 35
Distress tolerance, 225, 271
Disturbed interpersonal relationships,

160, 325, 349
Divalproex sodium, 90, 250, 251
Dizygotic twins, 107
Drug abuse, 11, 26, 139
Dysphoria, chronic and intense,

20–22
Dysregulated effect, 336
Dysregulated emotional states,

218, 230
Dysregulation, 127, 130
Dysthymia, 326, 340
Dysthymic disorder, 248, 335, 346

Eating disorder, 66, 145, 201
Ego, 7, 46, 196, 296

Index 369



Elderly patients, 212
Emotion
dysregulation, 218, 231, 233
regulation, 217, 222, 225
vulnerability, 217, 218, 219

Emotional distress, 216, 226
Emotional instability, 12, 74, 319
Emotional lability, 156
Emotional response, 48, 224, 226, 228
Emotional stimuli, 109, 127, 217, 218,

312, 328
Emotionality
negative, 64, 157
positive , 64, 65

Emotionality intense, 65, 220
Emptiness, 6, 66, 219
Endophenotype, 105, 106
criteria for identification, 105

Entitlement, 30
Environment, 8, 22, 41, 43, 103
Environmental factors, 41, 103, 128
Epilepsy, 89, 306, 312
Episodic impulsivity, 27
Equal environment assumption, 128
Ethyl-eicosapentaenoic acid, 251
Extraversion, 64, 106

[F-18]-Fluorodeoxyglucose, 353
Facial expression, 217, 228, 310, 328
comorbidity, 263
environment, 42, 50, 128, 148, 262
interventions, 259, 271
treatment, 259, 263, 278
barriers to, 261
burn-out, 262, 357
case study, 89
educating members, 106, 128
fostering participation, 261
multiple-family format, 265
orientation, 33, 266

Fenfluramine, 84, 108, 110, 313, 351
Five-factor model, 64, 65, 68, 75
Fluoxetine, 87, 245, 246
Flupenthixol, 244
Fluvoxamine, 245, 246
Frontolimbic hypothesis of BPD.

See also Bipolar disorder

Frustration, 8, 22, 197
Functional impairment, 155,

160, 162
Fusiform gyrus, 310, 319

GABA neurotransmission, 90
Gender differences, 75, 352
Gene–environment interactions, 55, 56
General personality functioning, 63,

64, 73, 75, 76
Genes and behavior, 88
Genetic factors, 115, 128
role of, 115, 128

Genetic transmission of BPD. See also
Bipolar disorders

Global Assessment of Functioning
Scale, 158, 245

Glucose
hypometabolism, 312, 313, 353, 354
metabolism, 312, 313, 327

Grieving inhibited 219
Group sessions, 286, 288
Group therapy, 289, 290, 291
Guanfacine, 91
Gunderson criteria, 12, 13

Hallucinations, 2, 8, 22, 188
Haloperidol, 91, 244
Helplessness, 20, 66
Heredity, 8, 128, 136
Heritability, 64, 103, 107, 129
Heterogeneity of BPD symptoms.

See also Bipolar disorders.
Hippocampus, 112, 307, 325
Homeostasis, 48
Hopelessness, 76, 230
Hospitalization, 4, 76, 160, 168, 173,

186, 205, 278, 281
Hypometabolism, 313, 317, 327, 353,

354
Hypothalamic–pituitary axis, 350
Hysteroid dysphoria. See also

Dysphoria.

Identity diffusion, 8, 9, 43
Identity disturbance, 12, 24, 326

370 Index



Identity problems, 130, 156
Imipramine, 244, 245
Impulsive affectivity, 131
Impulsive aggression, 14, 15, 88, 103,

107, 108, 346, 351, 354
Impulsive disorder, 15
Impulsive symptoms, 174
Impulsive-aggressiveness, 312, 313, 317
Impulsiveness, 84, 140
Impulsivity, 10, 12, 14, 20, 27, 66, 317,

341, 346
Individual temperamental factors, 259
Individual therapy, 198, 222, 223, 261,

285, 287, 290
Inpatient treatment, 212, 281, 282
Intermittent explosive disorder, 83,

107, 111, 354
Internal environment, 43, 46, 47, 56
Interpersonal disturbance, 325, 327
Interpersonal dysregulation, 219, 268
Interpersonal effectiveness, 225, 269
Interpersonal functioning, 56, 142
Interpersonal instability, 349
Interpersonal relationships, 160, 203,

281, 325, 347
Intrapsychic environment, 41, 44
Invalidating behavior, 218
Invalidating environment, 47, 49, 218,

267
Ipsapirone, 85, 109
Irreverent communication, 224

Lamotrigine, 251
Leisure time functioning, 158
Lifestyle, 286
Linehan’s manual, 268
Lithium, 90, 250
Loneliness, 20, 349

Major affective disorder, 168, 172
Major depressive disorder, 156, 159,

326
Manic-depression, 2–4, 15
Manipulation, 29, 85
Marriage, 276, 295
Maternal factors, 45

McLean Study of Adult Development,
160, 173

Melanie Klein, 5, 44, 45
Mentalization based therapy, 196, 198,

199, 204, 296
Meprobamate, 244
Meta-chlorophenylpiperazine,

351, 355
Metabolism, 56, 89, 316, 353
Milieu development, 229, 298
Mindfulness skills, 225, 269, 277
Monoamine oxidase a, 56, 88
Monoamine systems, 109
Monozygotic twins, 107
Mood changes, 182, 281
Mood reactivity, 22
See also affective lability.

Mother’s role, 45
Motivation, 65, 201, 222, 263, 272, 286
MSAD. See McLean Study of Adult

Development.
Multiple personality disorder, 14

N-Acetylaspartate, 317
Narcissism, 5, 130, 286
Narcissistic personality disorder, 319
Neglect, 21, 23, 50, 54, 328
Neurobiological vulnerability, 148
Neurobiology, 76, 347
Neuroimaging, 15, 108, 314,

353, 354
Neuroleptic malignant syndrome, 90
Neuropeptides, 87
Neurosis, 3, 6, 7
Neurosteroids, 87
Neurotic personality organization, 9
Neuroticism, 64, 76, 106, 111, 129
Non-delusional suspiciousness, 22
Norden, 241
Norepinephrine, 114, 136, 245
Nortriptyline, 143
Nosology, 104

Obesity, 253
Object relations theory
of development, 202

Index 371



Obsessive-compulsive disorder, 137,
227, 305

Olanzapine, 91, 248, 249
monotherapy, 252

Omega-3 fatty acids, 88, 91, 251
Openness, 68, 222, 267
Opposite action, 227, 228
Oral fixations, 45
Orbitofrontal cortex, 109, 110, 313, 328
Organic brain disease, 91
Orthostatic hypotension, 245
Over-learned behavior, 28

Panic disorder, 136, 137, 140, 143,
144, 227, 305

symptoms, 137
Panic, 20, 290
Paranoia, 20, 67, 295
Parasuicidal behavior, 76, 170, 186,

212, 220, 232
Parasuicide, 281, 333
Parent–child interactions, 32, 49, 198
Parental Bonding Index, 50
Parental figure, 44, 45
Paroxetine, 76
Past learning environment, 216
Pathogenesis, 197, 309, 317
Patient anxiety, 291
Patient–therapist
attachment styles, 292, 293
relationship, 203

Pennes, 243, 244, 267
Personality Assessment Inventory

(PAI), 72
Personality
development, 44, 64, 143
functioning, 73, 74
traits, 74

Pet-1, 112, 113
Pharmacotherapy, 186, 202, 243,

250, 253
Phenelzine, 245
Point subtraction aggression

paradigm, 85, 109
Poor sublimatory channeling, 10
Positron emission tomography, 312,

313, 353

Post-traumatic stress disorder, 14, 137,
144, 227, 246, 307, 347

Prefrontal cortex, 88, 108, 112, 311,
314, 327

Pretend mode, 297
Probands, 130, 344
Progressive functional decline, 42
Prolactin, 84, 108, 110, 351, 352
Pseudoneurotic schizophrenia, 6, 243,

244
Psychic bleeding, 5
Psychic equivalence, 296, 297
Psychodynamic psychotherapy, 200,

203, 205, 207
Psychological behaviorism, 216
Psychological mindedness, 295
Psychosis, 2, 4, 6, 55, 91, 245
Psychosis chronic, 2, 4
Psychosocial functioning, 137, 155,

161, 248
Psychotherapy, 42, 70, 170, 171, 196, 199
Psychotic depression, 3, 22
Psychotic personality organization, 9
PTSD. See Post traumatic stress

disorder.

Quality of object relations, 44, 295
Quasi-psychotic symptoms, 23
Quilt, 22

Rage, 24, 31
Reciprocal inhibition, 227
Recurrent, problematic

aggression, 83
Regression, 32, 33, 283, 284
Regressive behavior, 43
Relational alliance, 204, 205
Relationships, 27, 48, 66, 158
Remission, 136, 142, 174, 177, 206
Response dysinhibition, 311
Response inhibition, 311, 312,

352, 353
Revised Diagnostic Interview for

Borderlines, 36, 71, 172
Risperidone, 91, 249, 250
Rorschach test, 7

372 Index



Sadomasochistic tendencies, 35
Schizophrenia, 4, 6, 7, 12, 15, 43,

171, 305
Schizotypal personality disorder, 12, 245
Schizotypy, 338, 345
Seizures, 306
Selective serotonin reuptake inhibitor,

15, 76, 90, 143, 245, 246
Self psychological psychotherapy, 196,

197, 204
Self-consciousness, 66, 68
Self-control, 33, 187, 297
Self-dysregulation, 219, 268
Self-esteem, 28
Self-harm, 24, 184, 198, 246, 292
Self-hatred, 24
Self-image, 64, 66, 146
Self-invalidation, 219
Self-mutilation, 24
Self-states, 49
Separation, 46, 47, 346, 349
Serotonin, 84, 108

transporter, 111
Severe aggressiveness, 47
Sex bias, 75
Sexual abuse, 236, 347
Sexual dysfunction, 246
Simple phobia, 135, 140
Sleep, 34, 136, 187, 216, 226
Smoking, 344
Social behaviorism, 208, 216, 220
Social functioning, 157, 230, 294
Social relationship, 157, 158, 161
Sorrow, 20, 21
Split treatment, 202–204
Splitting, 44, 202, 203, 284, 285
Steroids, 86
Stress chronic, 261
Stress-related dissociation, 13
Substance abuse, 146, 184, 188
Substance use disorder, 176, 344
Suicidal ideation, 234, 335, 345
Suicidal patients, classification of, 108,

185, 186
Suicidality,

case examples, 182
treatment of, 183

Suicide
age at completion, 183
attempters, hospitalization of, 129,

182, 349
demographic factors, 338, 341
effect of loneliness, 20, 349
frequency of attempts, 183, 333, 335,

356
gender relationship
history, 25
in parents with young children, 341
prediction of
risk factors for, 147, 335
suicidality family history of, 25
suicidality, 25, 181
through pills, 184
through self-harm, 288, 292, 299
treatment history, 338, 350, 356

Symptomatic course of BPD,
171, 174

Tardive dyskinesia, 247
Taylor aggression paradigm, 85
Telephone consultation, 222
Temper outbursts, 22
Temperament, 73
and personality, distinction between,

70
Termination, 26
Testosterone, 86, 87, 352
aggression, 87

Therapeutic communities, 289, 290
Therapeutic relationship, 19, 28, 31,

223, 232
Transference focused

psychotherapy, 196
Tranylcypromine, 244
Trauma, 14, 49, 55, 328
Traumatic childhood experiences,

307
Treatment
flexibility in, 286
intensity of, 293

Trifluoperazine, 244
Tryptophan hydroxylase, 88, 110
Twins, reared apart, 128

Index 373



Unemployment, 156, 281
Unipolar mood disorders, 21, 246
Unrelenting crisis, 219
Unstable relationships, 27

Venlafaxine, 245
Ventricle-brain ratio, 306
Violent behaviors, 170, 353
Vocational achievement, 161
Voyeurism, 8
Vulnerability, 7, 66, 148, 217, 218

Weight gain, 245, 247–249, 253
Women, 6, 26, 75, 107, 145, 146, 182,

197, 246, 350
Working alliance, 204, 205, 268
Worthlessness, 20, 22
Wrist-slashing, 188

Zen principles, 211

374 Index


	Cover
	Borderline Personality Disorders
	Preface
	Contents
	Contributors
	1 Borderline Personality Disorder: History of the Concept
	2 The Subsyndromal Phenomenology of Borderline Personality Disorder
	3 Environmental Factors in the Etiology of Borderline Personality Disorder
	4 A Temperament Model of Borderline Personality Disorder
	5 Neurobiology of Impulsive Aggression
	6 Biochemical Endophenotypes in Borderline Personality Disorder
	7 Genetics of Borderline Personality Disorder
	8 Comorbidity and Borderline Personality Disorder
	9 Psychosocial Functioning in BPD
	10 The Symptomatic Course of Borderline Personality Disorder
	11 Suicidality in Borderline Personality Disorder
	12 Psychodynamic Psychotherapy of Borderline Personality Disorder
	13 Dialectical Behavior Therapy for Borderline Personality Disorder
	14 Pharmacotherapy of Borderline Personality Disorder
	15 Family Interventions for Borderline Personality Disorder
	16 Day Hospital Treatment of Borderline Personality Disorder
	17 Structural and Functional Imaging of Patients with Borderline Personality Disorder
	18 Risk Factors for Suicidal Behavior in Borderline Personality Disorder: A Review and Update
	Index

