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Background: The past decade has seen an unprecedented increase in research activity on personality disorders
(PDs) in adolescents. The increase in research activity, in addition to major nosological systems legitimizing the
diagnosis of borderline personality disorder (BPD) in adolescents, highlights the need to communicate new research
on adolescent personality problems to practitioners. Scope: In this review, we provide up-to-date information on the
phenomenology, prevalence, associated clinical problems, etiology, and intervention for BPD in adolescents. Our aim
was to provide a clinically useful practitioner review and to dispel long-held myths about the validity, diagnostic
utility, and treatability of PDs in adolescents. Findings and conclusion: Alongside providing up-to-date information
on the phenomenology, prevalence, and etiology, we also report on associated clinical problems and interventions for
adolescent BPD. It is only through early active assessment and identification of youngsters with these problems that
a lifetime of personal suffering and health system burden can be reduced or altogether avoided. A variety of evidence-
based approaches are now available to treat BPD and related clinical problems in young people. Future research
should focus on establishing optimal precision in the diagnostic processes in different treatment settings.
Keywords: Borderline personality disorder; adolescence; intervention; etiology; assessment.

Introduction: personality disorder in
adolescence
In 2013, the fifth edition of the Diagnostic and
Statistical Manual of Mental Disorders (DSM-5) was
released in the midst of significant controversy over
the question whether personality disorders (PDs)
should be defined as categorical entities or combi-
nations of extreme personality dimensions. The
DSM-5 now contains two parallel classification sys-
tems for PD. In Section II, the 10 DSM-IV categorical
diagnoses with polythetic criteria were retained, but
in Section III (Emerging Measures and Models), a
dimensional trait-based approach is described.
A shift toward a dimensional trait-based approach
is also represented in proposals for the International
Classification of Diseases 11th Revision (ICD-11)
Tyrer, 2014; Tyrer et al., 2011). Of the 10 DSM-5
Section II PDs, three have been the subject of
consistent interest in youth (defined as the period
between childhood and adult age): (a) schizotypal PD
(SPD), (b) antisocial PD (ASPD) (and psychopathy),
and (c) borderline PD (BPD). Both adolescent SPD
and ASPD (psychopathy) touch on massive litera-
tures (on psychosis and antisocial behavior, respec-
tively) that are separate from the literature on PD,
and no adequate review of these could be provided
within the constraints of a practitioner review. We
focus this review on BPD both for this reason and

also because there has been a fivefold increase in
empirical studies examining BPD in adolescent
populations over the past 10 years (Sharp & Tackett,
2014), which is not the case for any other DSM-
defined PD. Second, analogizing from the construct
of intelligence, which has long understood the
structure of mental ability to comprise general (i.e.
‘g’) and specific (i.e. ‘s’) skills, BPD has been shown to
be the ‘g-factor’ of personality pathology (Sharp
et al., 2015) – that is, of all the PDs, BPD appears
to capture the core of personality pathology or may
be most representative of all PDs1.

We begin this review with the diagnosis and
clinical features of adolescent BPD. We discuss the
phenomenology of adolescent BPD to include diag-
nostic criteria (and a case vignette for illustrative
purposes), the underlying factor structure of adoles-
cent BPD, comorbidity, and associated clinical fea-
tures. Next, we discuss prevalence, assessment,
etiology, course and prognosis, and treatment
approaches. We conclude with suggestions for future
research.

Borderline personality disorder
The phenomenology of adolescent BPD

Diagnostic criteria. Despite long-standing general
consensus (as early as the DSM-II; American Psychi-
atric Association, 1968) that BPD symptoms usually
first become apparent in adolescence (Chanen &

Conflicts of interest statement: No conflicts declared.

© 2015 The Authors. Journal of Child Psychology and Psychiatry published by JohnWiley & Sons Ltd on behalf of Association for Child and Adolescent
Mental Health.
This isanopenaccessarticleunder the termsof theCreativeCommonsAttribution-NonCommercial-NoDerivsLicense,whichpermitsuseanddistribution
in anymedium, provided the original work is properly cited, the use is non-commercial and nomodifications or adaptations aremade.

Journal of Child Psychology and Psychiatry **:* (2015), pp **–** doi:10.1111/jcpp.12449

http://creativecommons.org/licenses/by-nc-nd/4.0/


Kaess, 2012; Shiner, 2009), the majority (63%) of
British psychiatrists considered the diagnosis of ado-
lescent PD to be invalid when surveyed in 2009
(Griffiths, 2011), andmany clinicians remain uncom-
fortable diagnosing PD in children and adolescents
(Laurenssen, Hutsebaut, Feenstra, Van Busschbach,
& Luyten, 2013). Explanations for this reluctance
have included concerns about stigma (Kernberg,
Weiner, & Bandenstein, 2000) and the notion that
identity formation was incomplete in this age group
(Shapiro, 1990).Othershave emphasized theproblem
of distinguishing borderline features from the normal
developmental trajectory of adolescence (Meijer,
Goedhart, & Treffers, 1998; Miller, Muehlenkamp, &
Jacobson, 2008). Indeed, there have been anecdotal
suggestions that all adolescents are ‘a bit borderline’
given the increase in emotional lability during the
adolescent period (Paris, 2014). While it is true that
boys and girls undergo dramatic bodily and socioe-
motional changesduringadolescence, (Fossati, 2014;
Nelson, Leibenluft,McClure,&Pine, 2005), thenotion
of ‘adolescent turmoil’ (‘storm and stress’) has
received only limited support from developmental
research (Cicchetti & Rogosch, 2002). However, in a
recent large multiwave epidemiological study of the
prognosis of commonmental disorders of adolescence
(Patton et al., 2014), an increased likelihood of poor
long-termoutcome in thosewhoseproblemspersisted
through adolescence was reported. The study con-
firms that psychopathology persisting over a year
should not be written off as a transient phenomenon,
and this is likely to apply to BPD (Paris, 2014).

Accordingly, there is now consensus that BPD
constitutes a valid and reliable diagnosis in ado-
lescence (Chanen & McCutcheon, 2008; Miller
et al., 2008; Sharp & Romero, 2007). Evidence
has been provided for the longitudinal continuity of
BPD (Bornovalova, Hicks, Iacono, & McGue, 2009;
Chanen et al., 2004; Cohen et al., 2008), albeit
only at the trait level. This finding mirrors research
in adult BPD, which has shown categorical diag-
noses to be highly unstable (Zanarini, Franken-
burg, Reich, & Fitzmaurice, 2012). A genetic basis
(Distel et al., 2008; Kendler, Prescott, Myers, &
Neale, 2003; Torgersen et al., 2008), overlap in the
latent variables underlying symptoms (Bradley,
Zittel Conklin, & Westen, 2005; Gratz et al.,
2009) and the risk factors (Carlson, Egeland, &
Sroufe, 2009; Rogosch & Cicchetti, 2005) for BPD
in adolescents and in adults, and evidence for
marked separation of the course and outcome of
adolescent BPD and other disorders (Chanen,
Jovev, & Jackson, 2007) provide further support
for the validity of adolescent BPD. Importantly,
treatment specifically developed to address the
problems associated with adolescent BPD, such
as mentalization-based treatment (MBT; Rossouw
& Fonagy, 2012) and dialectical behavior therapy
(DBT; Miller, Carnesale, & Courtney, 2014), as well
as early intervention (Chanen, McCutcheon, Jovev,

Jackson, & McGorry, 2007), has been shown to be
beneficial, thereby further bolstering the validity of
the disorder in adolescence.

Section II of the DSM-5 states that the diagnosis of
BPD may be applied to children or adolescents when
‘the individual’s particular maladaptive personality
traits appear to be pervasive, persistent, and unli-
kely to be limited to a particular developmental stage
or another mental disorder’ (American Psychiatric
Association, 2013, p. 647). In contrast to the 2 years
necessary for an adult PD to be diagnosed, only
1 year is necessary for child/adolescent PD. DSM-5
Section II criteria include abandonment fears,
unstable and intense interpersonal relationships,
identity disturbance, impulsivity, suicidal behav-
iors, affective instability, chronic feelings of empti-
ness, inappropriate intense anger and transient,
stress-related paranoid ideation, or severe dissocia-
tive symptoms. These symptoms can be clearly
distinguished from typical adolescence by their
severity, pervasiveness, and time course, and from
pure internalizing and externalizing disorders by the
confluence of both internalizing and externalizing
symptoms within BPD. The typical symptoms of
adolescent BPD are illustrated in the case vignette
shown in Box 1.

In contrast to Section II, DSM-5 Section III requires
clinicians to consider two sets of criteria (Criteria A
and B) in the assessment of BPD. Criterion A
requires judgment of severity of problems in identity,
self-direction, empathy, and intimacy. Criterion B
requires the presence of four or more of the following
seven pathological personality traits: emotional
lability, anxiousness, separation insecurity, depres-
sivity, impulsivity, risk-taking, and hostility; of
which at least one must be impulsivity, risk-taking,
or hostility. The case vignette above clearly demon-
strates problems in intimacy and self-direction, in
addition to problems in emotional lability, separa-
tion insecurity, anxiousness, impulsivity, risk-tak-
ing, and hostility.

While the ICD-11 andnational treatment guidelines
for the U.K. (National Institute for Health and Clinical
Excellence, 2009) and Australia (National Health and
Medical Research Council, 2013) also now ‘legitimize’
the diagnosis of BPD in adolescence, the DSM-5
retains the history of conservatism about giving the
diagnosis to children and adolescents, urging clini-
cians to restrict the diagnosis to ‘relatively unusual
instances’ (AmericanPsychiatricAssociation,2013,p.
647). The fear of stigma may be appropriate; equally,
we should not collude with it if effective therapies
could be made available following appropriate diag-
nosis (see later section on Intervention). Importantly,
for those clinicians who prefer a more dimensional
trait-based approach to classification and diagnosis,
the DSM-5 Section III criteria, in addition to several
well-validated trait measures of BPD (see later section
on Assessment), allow for an alternative noncategor-
ically based diagnostic procedure.
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Factor structure of BPD diagnostic criteria. A
major issue for the validity and phenomenology of
BPD iswhetherDSMcriteriadefinea singlediagnostic
entity. For a disorder to be valid, its criterion set must
constitute a coherent combination of traits and
symptoms that ‘hang together’ (Robins & Guze,
1970), as would be evidenced by a single common
factor adequately accounting for covariation among
the criteria. Six published studies have examined the
factor structure of the DSM criteria for BPD using
youth samples (Michonski, 2014). Four of those
reported an acceptably fitting unidimensional solu-
tion (Chabrol et al., 2002; Leung & Leung, 2009;

Sharp, Ha, Michonski, Venta, & Carbone, 2012), and
the remaining two studies did not directly test the
adequacy of a unidimensional model (Becker, McGla-
shan, & Grilo, 2006; Speranza et al., 2012). These
studies vary in terms of their methodological
strengths. For instance, Chabrol et al.’s (2002) sam-
ple consisted of only 60 adolescents, and the sample
in the study of Sharp et al. (2012) consisted of a
predominantly middle- and upper-class families.
However, in summary, wheremultidimensional mod-
els showed superior fit in the above studies, high
correlations between factors were shown, in some
cases nearing unity (Sanislow et al., 2002). Thus, a
unidimensional model appears to offer the most
parsimonious conceptualization (Michonski, 2014).
It should be noted, however, that the true test for the
unidimensionality of BPD would be in studies where
PDs are factor analyzed simultaneously. If BPD
retains its unidimensionality under those circum-
stances, its validity as a discrete disorder is substan-
tiated. While such studies are yet to be undertaken in
adolescent samples, evidence from studies of adults
with PD is mixed, with most studies failing to support
a unidimensional factor structure for BPD (Sharp
et al., 2015; Sheets & Craighead, 2007).

Studies that aim to determine borderline symp-
toms that are most predictive of adolescent BPD are
sparse. Early studies reported that the most stable
symptoms in adolescents were chronic feelings of
emptiness and inappropriate, intense anger (see the
case vignette in Box 1 for an example of inappropri-
ate, intense anger; Garnet, Levy, Mattanah, Edell, &
McGlashan, 1994). Five later studies identified
symptoms of identity disturbance, affective instabil-
ity, and inappropriate, intense anger as having the
greatest predictive power for BPD in adolescents
(Becker, Grilo, Edell, & McGlashan, 2002; McMa-
nus, Lerner, Robbins, & Barbour, 1984; Meijer et al.,
1998; Pinto, Grapentine, Francis, & Picariello, 1996;
Westen, Betan, & Defife, 2011). Using Item Response
Theory analyses, Michonski, Sharp, Steinberg, &
Zanarini (2013b) demonstrated that paranoid idea-
tion (in boys) and identity disturbance (in girls) were
the most discriminating symptoms of BPD in ado-
lescents. The positive predictive power of identity
disturbance, affective instability, and inappropriate,
intense anger is almost identical to that identified in
the adult BPD literature (Becker et al., 2002; Blais,
Hilsenroth, & Fowler, 1999), suggesting that key
symptom criteria are valid across age groups. Based
on this literature, Fossati (2014) summarized the
best nominated symptom identifiers for BPD in
adolescence, replicated here in Table 1. Table 1 also
contains early childhood predictors of BPD. How-
ever, these predictors lack specificity for BPD and
evidence is limited to justify the use of these child-
hood predictors as the sole basis for prevention or
early intervention. We also caution against overre-
liance on the core diagnostic features summarized in
Table 1. These features have been distilled from

Box 1 Case vignette for typical symptoms of adoles-
cent BPD

Sarah is a 15-year-old adolescent who was admit-
ted to an inpatient unit after she made a serious
threat to kill herself. Sarah’s parents got divorced
when she was 4 years old and she has been
spending alternate weekends with her father. On
the day she was admitted to hospital, Sarah’s
father brought her to the meeting point (a park)
where he was going to drop off Sarah to be picked
up by her mother. When he began to leave, Sarah
clung to him and started to cry. Sarah has had a
tendency in the past to engage in dramatic
displays to stop her parents or good friends from
leaving her. This time, Sarah told her father that
living with her mother had become unbearable
and that if he did not stay with her she would kill
herself. During the past 2 years Sarah has often
threatened to kill herself. Her father tried to calm
her down but she shouted that he was not hearing
her and she pulled up her skirt to reveal signif-
icant cuts and burns on her thighs. Her father
was shocked; since childhood, Sarah had always
been highly emotional and reactive. Recently, her
father had become concerned about Sarah’s
alcohol intake and the fact that she was caught
shoplifting a few times, but her father had not
been aware of any self-harm. Sarah disclosed that
she has been cutting and burning herself for at
least 2 years. By this time Sarah was sobbing
angrily and accusing her father of never being
there for her and choosing a life with his new
family instead of her. When her father tried to
hold her to comfort her, she punched him in the
face and started running away. When a car nearly
ran her over she collapsed and her father was able
to catch up with her to take her to the hospital. On
admission, Sarah appeared completely calm and
said that she felt separated from her body – a
feeling which she said she often has when she
becomes stressed. She kept scratching herself.
She did not want her mother to come to the
hospital.
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prior longitudinal studies of BPD in children and
adolescents, which were not without methodological
limitations. For instance, the Children in the Com-
munity study (CIC; Cohen, 2008), while of great
importance as the first longitudinal community-
based study of borderline symptoms, made use of
unvalidated measures of BPD. Only through new
longitudinal follow-up studies using appropriate
measures can the best nominated core symptom
identifiers be determined.

Comorbidity. As evident in the case vignette, ado-
lescents with BPD struggle not only with symptoms
specific to BPD but also with symptoms of both
internalizing and externalizing disorder. Indeed,
adult BPD demonstrates high comorbidity with both
internalizing and externalizing disorders (Grant
et al., 2008; Lenzenweger, Lane, Loranger, & Kess-
ler, 2007; McGlashan et al., 2000; Oldham &
DeMasi, 1995; Skodol et al., 2002; Widiger & Trull,
1993; Zanarini et al., 1998; Zimmerman & Mattia,
1999). Comorbidity studies in adolescents demon-
strate that adult patterns are mirrored, ranging from
50% in the CIC (Cohen, 2008) to 86% in a clinical
sample (Speranza et al., 2011). Similar rates of
comorbidity have been reported in other studies of
adolescent BPD (Kaess, von Ceumern-Lindenst-
jerna, et al., 2013). Chanen, Jovev, et al. (2007)
demonstrated significantly higher rates of comorbid-
ity in borderline adolescents compared to adoles-
cents with either no PD or no disorder. Recently, Ha,
Balderas, Zanarini, Oldham, & Sharp, 2014 reported
rates of 70.6% for comorbid mood disorders in
adolescent inpatients with BPD (vs. 39.2% in non-
BPD psychiatric controls), 67.3% for anxiety disor-
ders (vs. 45.5%), and 60.2% for externalizing disor-
ders (vs. 34.4%). In this, the largest study of
adolescent inpatients, adolescents with BPD also
showed significantly higher scores on dimensional

measures of internalizing and externalizing
psychopathology compared to psychiatric controls,
and they showed significantly higher likelihood of
meeting criteria for complex comorbidity as defined
by Zanarini et al. (1998) as having any mood or
anxiety disorder plus a disorder of impulsivity.

High rates of comorbidity suggest that underlying
structures may account for observed comorbidity
(covariance) among disorders (Eaton et al., 2011).
Historically, BPD was considered to occupy the area
between the neuroses (e.g. depression and anxiety)
and psychoses (e.g. schizophrenia; Deutsch, 1942;
Hoch & Polatin, 1949). Recent studies (James &
Taylor, 2008) found that BPD served as a multidi-
mensional indicator of both the externalizing dimen-
sion and the anxious-misery (distress) subfactor of
the internalizing dimension across both genders.
Indicator in this sense refers to the fact that the BPD
factor in these studies statistically loaded on to
disorders characterized as both internalizing and
externalizing. This finding has been replicated in
adolescents (C. Sharp, et al., under review). Taken
together, this evidence suggests that BPD is neither
an internalizing disorder (Akiskal et al., 1985), nor is
it a female expression of antisocial personality dis-
order (Paris, 1997), but it likely represents a conflu-
ence of internalizing and externalizing problems;
that is, the construct of BPD contains characteristics
of both internalizing and externalizing disorders,
while still retaining its independence as a separate
disorder. This finding is also consistent with the
findings of Chanen, Jovev, et al. (2007) that BPD has
explanatory value over and above other traditional
Axis I disorders as well as other PDs in predicting
current psychosocial functioning.

Associated clinical features. As is often the case
when making differential diagnoses in psychiatry, it
is not always easy for clinicians to distinguish BPD

Table 1 Best nominated symptom identifiers for borderline personality disorder (BPD) in adolescence and early childhood markers
of vulnerability (adapted from Fossati, 2014)

Borderline personality disorder in adolescence

Core diagnostic features Identity disturbance (particularly for girls)
Inappropriate, intense anger
Paranoid ideation (boys)
Chronic feelings of emptiness
(Deliberate self-harm, dissociation proneness)

Childhood markers
Childhood disorders Attention-deficit/hyperactivity disorder

Oppositional defiant disorder
Childhood problem behavior Controlling and coercive behaviors toward attachment figures

Poorly defined sense of self
Hostile, distrustful view of the world
Relational aggression
Intense outbursts of anger
Affective instability

Note. No single diagnostic element is suggestive of a BPD diagnosis in adolescence; rather, a pattern of 2–3 diagnostic criteria may be
suggestive of BPD in adolescence. Diagnostic criteria between brackets indicate BPD characteristics that frequently occur in the
clinical presentation of BPD in adolescence, although they lack diagnostic specificity. The above symptoms are based on sparse
literature that needs replication.
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from other traditional Axis I disorders in adoles-
cence, or indeed behaviors that are commonly the
subject of adolescent experimentation, but often
remit by young adulthood. These behaviors include,
for instance, self-harm and substance abuse (Cope-
land, Shanahan, Costello, & Angold, 2009; Moran
et al., 2012; Paris, 2014). On the other hand, BPD
features have been shown to be the best predictor of
continued engagement in self-harm through young
adulthood (Glenn & Klonsky, 2011; Wilcox et al.,
2012) and recurrent suicide attempts 6 months after
hospitalization (Yen et al., 2013). The overall lifetime
suicide rate for BPD in adulthood is estimated at 8%–
10% (Oldham, 2006). Persistent self-harm and sui-
cidal behavior into adulthood is therefore a potential
key feature of BPD when attempting to distinguish it
from other typical adolescent disorders. However,
clinicians cannot wait and see whether these behav-
iors persist before making a diagnosis – a topic we
return to in later sections of the paper.

Other associated features that may further exac-
erbate the clinical picture of BPD are high risk-
taking due to general impulsivity and difficulties in
dealing with stressful or negative affect (see case
vignette for examples). For instance, adolescents
with BPD engage in higher rates of sexual risk-
taking (multiple partners and unprotected sex),
which naturally puts them at risk for sexually
transmitted diseases (Chanen, Jovev, et al., 2007).
In addition, adolescents with BPD show significant
impairment in both social functioning and academic
performance. Longitudinal studies have shown that
these functional impairments persist from adoles-
cence through adulthood despite instability in symp-
toms (Crawford et al., 2008; Gunderson et al., 2011;
Winograd, Cohen, & Chen, 2008; Zanarini, Franken-
burg, Hennen, Reich, & Silk, 2006).

Prevalence

In adults, BPD occurs in approximately 1%–3% of
the general population (Leichsenring, Leibing,
Kruse, New, & Leweke, 2011; Lenzenweger, 2008).
While few population-based studies of BPD exist for
children and adolescents, early studies reported
high rates of BPD in community studies, with values
ranging from 11% in the CIC Study (Bernstein et al.,
1993) to 26.7% (Chabrol et al., 2002). Two recent
reports estimated prevalence using different scoring
algorithms in a large birth cohort of 6,330 British
children 11 years of age (the Avon Longitudinal
Study of Parents and Children; ALSPAC study) and
found a prevalence of 3.27% (Zanarini et al., 2011)
and of 0.06% (Michonski, Sharp, Steinberg, &
Zanarini, 2013a), respectively. Other reports have
estimated point prevalence for adolescents in the
community at around 1% in the United States
(Johnson, Cohen, Kasen, Skodol, & Oldham, 2008;
Lewinsohn, Rohde, Seeley, & Klein, 1997) and 2% in
China (Leung & Leung, 2009), and cumulative

prevalence at 3% (Johnson et al., 2008). The picture
in clinical populations is more alarming, with rates
reported at 11% in outpatients (Chanen et al., 2004),
33% (Ha et al., 2014), and 43%–49% of inpatients
(Levy et al., 1999).

Onset, stability, and course

Onset. Borderline personality disorder is currently
mostly conceptualized as a developmental disorder
with onset in adolescence (Chanen & Kaess, 2012).
Zanarini, Frankenburg, Khera, and Bleichmar
(2001) found the mean of first clinical presentation
to be age 18, with a standard deviation of 5–6 years,
suggesting age of onset around age 13. Adolescence
appears to be a particularly vulnerable period for the
development of BPD. Critical developmental tasks of
adolescence call for capacities that are salient to the
symptom profile of BPD, such as the creation of an
independent social network of stable friendships and
developing romantic relationships while not neglect-
ing maintaining closeness to family members and
honing the capacities required for education and
work tasks (Allen et al., 2006; Roisman, Masten,
Coatsworth, & Tellegen, 2004). Indeed, the symptom
profile of BPD is highly interpersonal, as also exem-
plified by the case vignette described earlier, with
two DSM criteria explicitly covering problems in
interpersonal relationships: Criteria 1 (frantic efforts
to avoid real or imagined abandonment) and 2 (a
pattern of unstable and intense interpersonal rela-
tionships characterized by alternating between
extremes of idealization and devaluations). More-
over, in the discussion of diagnostic features asso-
ciated with each DSM criterion (American
Psychiatric Association, 2000, p. 707) the interper-
sonal nature of most other criteria is clearly evident.
For example, Criterion 3 describes how identity
disturbance manifests itself most often in situations
in which an individual feels a lack of meaningful
relationships, nurturing, and support. The impul-
sivity criterion (Criterion 4) includes unsafe sex and
outbursts of anger in the context of relationships.
Incidents of self-harm/suicide attempts (Criterion 5)
are described as being often precipitated by threats
of separation or rejections. Reactivity of mood or
affective instability (Criterion 6) is said to often
reflect the individual’s extreme reactivity to interper-
sonal stresses, and Criterion 8 (anger) is described
as often elicited when a caregiver or lover is seen as
neglectful, withholding, uncaring, or abandoning.

The dramatic social–emotional developmental
changes associated with adolescence coincide with
significant functional and structural brain changes,
most notably amygdala hyperactivity (Hare et al.,
2008; Monk et al., 2003). Specifically, Monk et al.
(2003) showed that the emotional content of social
stimuli appeared to drive activation more strongly in
the amygdala in adolescents than in adults. In other
words, social–emotional developmental tasks
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become salient at exactly the same time adolescents
become more strongly motivated by emotional con-
tent. Following a developmental psychopathology
approach to the development of BPD (see also
Figure 1), we propose that a range of normative
developmental changes during adolescence (e.g.
brain maturation and expanding social networks)
may interact with predisposing factors such as early
attachment difficulties (Sharp & Fonagy, 2008) or
proximal precipitating factors such as social rejec-
tion experiences (Dixon-Gordon, Chapman, Lovasz,
& Walters, 2011) to increase risk of adolescent-onset
BPD. As for most child and adolescent psychiatric
disorders, early onset is associated with greater
severity and a poorer lifetime course (Chanen,
McCutcheon, et al., 2007).

Stability and course. The categorical stability of
BPD, as discussed earlier, is modest in both ado-
lescents and adults (Chanen et al., 2004; Skodol
et al., 2005; Zanarini et al., 2011). Dimensional
stability demonstrated moderate stability (Bornoval-
ova et al., 2009; Chanen et al., 2004; Cohen et al.,
2008). On average, BPD symptoms appear in ado-
lescence, peak in early adulthood, and then decline
(Arens et al., 2013; Chanen & Kaess, 2012). The
balance of evidence suggests that while impulsive-

type symptoms do reduce over time, affective-type
symptoms, which include negative affect and feel-
ings of emptiness, are more likely to persist
(Meares, Gerull, Stevenson, & Korner, 2011). How-
ever, some individuals do not experience an age-
related decline. For instance, in the CIC study, one
fifth of the sample of youth showed an increase in
PD symptoms over the decade from mid-adoles-
cence to early adulthood (Cohen, Crawford, John-
son, & Kasen, 2005). Moreover, remission from a
categorical diagnosis of BPD does not imply that
remitted patients are healthy. As with adults, poor
functional outcomes persist for years in individuals
who showed borderline features in adolescence,
including increased risk for substance use and
mood disorders, interpersonal problems, poorer
quality of life, and higher levels of general distress
(Crawford et al., 2008; Winograd et al., 2008), ser-
vice utilization (Cailhol et al., 2013), and increased
rates of pain, physical illness, and mortality over
time (Chen et al., 2009).

Although speculative at this point, and consistent
with a developmental psychopathology framework,
evidence is beginning to emerge in support of a
heterotypic developmental course for BPD – that is,
coherence in the underlying organization or meaning
of behaviors over time (as opposed to homotypic
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Figure 1 Etiological factors in the development of adolescent BPD
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continuity, where coherence is evident at the level of
the behavioral phenotype; Caspi & Bern, 1990).
Consistent with the notion of heterotypic continuity,
Stepp, Burke, Hipwell, and Loeber (2012) have
described an externalizing pathway to the develop-
ment of BPD, suggesting that the underlying BPD
symptomatology may express itself early on in
externalizing behavior, although features of inter-
nalizing disorder are also present. At some point in
development, the interaction between BPD and
externalizing pathology diminishes to make way for
a stronger association with internalizing pathology,
as evidenced in adult studies (Eaton et al., 2011;
James & Taylor, 2008). Thus, underlying processes
of affective dysregulation, impulsivity, and interper-
sonal problems (including problems in mentalizing)
that drive BPD in adolescents will express them-
selves in behaviors that mimic externalizing prob-
lems (outbursts, moodiness, self-harm, substance
use, stormy relationships), but as the adolescent
matures, these behavioral expressions will attenuate
to more closely resemble internalizing distress
(anxious-misery) in adulthood, while still retaining
externalizing features. We emphasize here again that
it is in the confluence of internalizing and external-
izing spectra of psychopathology that BPD may be
located.

Summary. The literature to date suggests that 1%–
5% of adolescents meet criteria for BPD, and the
average severity of BPD is greater in adolescents
than in adults. The rank order stability (i.e. the
change in an individual’s personality trait relative to
other individuals) of BPD symptoms in adolescence
is moderate. BPD diagnosis is predictive of future
impairment such as traditional Axis I diagnoses, yet
BPD symptoms themselves are likely to improve with
age. From a developmental psychopathology per-
spective, the evidence is consistent with the assump-
tion of a range of bidirectional aggravating
interactive processes, whereby BPD symptoms
increase and are increased by poor life adaptation
at least in terms of social relationships, which in
turn can generate, and be further worsened by,
internalizing and externalizing disorders. To put it
quite broadly, the profile of problems characteristic
of BPD is likely to generate a negative, bidirectional
interaction between the person and his/her social
environment where the supportive, resilience-
enhancing properties of the social environment are
negated, leaving the individual exceptionally vulner-
able to both social and biological risk. Thus, clini-
cians have to balance a delicate tension in assessing
patients: on one hand, avoiding labeling acute and
potentially transient behaviors as a pervasive per-
sonality impairment when these are context-specific
and developmentally appropriate; and on the other
hand, making sure they identify when the same
behavior may be part of a more stable shift in

personality functioning. Guidance is provided in this
regard in the section on Assessment.

Etiology

Borderline personality disorder is a complex disorder
and it is no surprise that it is associated with a
complex etiology. Guided by developmental psy-
chopathology, we have summarized etiological fac-
tors in the development of adolescent BPD in
Figure 1; many of these factors were evident in the
case vignette. Clearly, while myriad risk factors have
been identified for BPD, few contextual protective
factors have been identified.

Genetic factors. Borderline personality disorder
has been shown to be moderately heritable in adults,
although specific genes are yet to be identified
(Chanen & Kaess, 2012). Heritability rates of 0.42–
0.69 (Distel et al., 2008; Kendler, Myers, & Reich-
born-Kjennerud, 2011; Torgersen et al., 2000) have
been demonstrated. In adolescents, Belsky et al.
(2012) examined borderline-related features in 1,116
pairs of twins aged 12 and showed that traits were
both heritable and associated with harsh parental
treatment. Using data on over 1,000 adolescent
female twins taking part in the Minnesota Twin
Family Study (MTFS), an ongoing population-based,
longitudinal study of twins and their families,
Bornovalova et al. (2009) found that borderline traits
were moderately heritable from age 14 to 24, with a
trend for increased heritability between ages 14 and
18. Importantly, this study also showed that both
stability and change of BPD traits were influenced
profoundly by genetic factors, and modestly, but
increasingly, by nonshared environmental factors;
this underscores the etiological significance of young
people progressively selecting their own environ-
ment, as well as providing support for a diathesis-
stress approach to BPD, which we will discuss
below.

Beyond heritability, only one study has examined
genetic polymorphisms associated with adolescent
BPD. Hankin et al. (2011) demonstrated in a first
study (N = 242) and an independent replication
sample (N = 144) of youth (ages 9–15 years) that
carriers of the short allele of the serotonin trans-
porter promoter gene (5-HTTLPR) exhibited the
highest levels of BPD traits. Potential candidate
genes that have been implicated for adult BPD that
may be examined in future adolescent studies
include the gene coding for tryptophan hydroxylase
(TPH) (Zaboli et al., 2006), which is implicated in
impulsive aggression and suicidal behavior, and
5HT2a (Ni et al., 2006), 5HT2c (Ni, Chan, Chan,
McMain, & Kennedy, 2009), and monoamine oxidase
(Ni et al., 2007), all of which suggest a serotonergic
abnormality (Goodman, Perez-Rodriguez, & Siever,
2014).
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Neuropeptides. Oxytocin is an important regulator
of social cognition and mentalizing, and may be a key
modulator of the aberrant attachment and affiliative
systems characteristic of BPD (Stanley & Siever,
2010). While no studies have been conducted in
adolescents, early studies in adult BPD (Bartz et al.,
2011; Simeon et al., 2011) suggest that oxytocin
merits further investigation for its potential treat-
ment implications.

Hypothalamic–pituitary–adrenal axis. In adults
with BPD, there is evidence of suppressed or delayed
cortisol responses after psychosocial stress (Car-
rasco et al., 2007; Walter et al., 2008). Evidence of
hypothalamic–pituitary–adrenal (HPA) axis abnor-
malities has also been found in adolescents with
BPD. For instance, hyporesponsiveness of cortisol
secretion to acute stress was demonstrated by Kaess
et al. (2012), and Garner et al. (2007) demonstrated
that BPD patients who were exposed to childhood
trauma tended to have smaller pituitaries (–18%
volume) than those with no history of childhood
trauma. Consistent with these findings, Jovev et al.
(2008) demonstrated that the lifetime number of
parasuicidal behaviors was a significant predictor of
pituitary volume in first-presentation adolescents
with BPD; this suggests that parasuicidal behavior
in individuals with BPD might be associated with
greater activation of the HPA axis. While these
studies are too few to draw firm conclusions, they
suggest, consistent with clinical consensus on BPD,
that hypersecretion of cortisol may be associated
with maladaptive stress responses in the develop-
ment of the disorder, especially in the presence of a
trauma history.

Atypical anterior cingulate cortex (ACC) and ACC/
orbitofrontal cortex coupling. At least 10 neuro-
imaging (all structural) studies have been conducted
in adolescent BPD (for a review, see Goodman et al.,
2014). Similar to findings in adults, structural
imaging research in adolescents with BPD has
demonstrated volume reduction in the frontolimbic
network, including the orbitofrontal cortex (Brunner
et al., 2010; Chanen, Velakoulis, et al., 2008), and
the ACC (Goodman et al., 2011; Whittle et al., 2009).
In addition, alterations have been identified in white-
matter pathways involved in emotion regulation and
emotion recognition (Maier-Hein et al., 2014). While
adult studies have demonstrated alterations in
amygdala and hippocampus volume (Goodman
et al., 2014), adolescent studies have not replicated
these findings. Nonreplication of findings was likely
due to differences in study methodology, most
notably the heterogeneity of samples in terms of
pathology (although we acknowledge that nonrepli-
cation of findings may reflect true differences).
Findings in both adult and adolescent samples are
further complicated by the co-occurrence of BPD
with trauma-related diagnoses, with patterns of

findings apparently varying according to the pres-
ence or absence of trauma (Bruehl et al., 2013).
Ultimately, we hope that cognitive–neuroscientific
findings will clarify the issue of heterogeneity of this
diagnosis, which clearly evolves through a number of
pathogenic pathways (so-called equifinality).

Social factors in BPD. Social and cultural factors
appear to play a significant role in BPD symptoma-
tology. The prevalence of BPD varies considerably
across countries and is likely to be affected by
secular trends (Fonagy & Luyten, in press). Low
socioeconomic status appears to be an independent
risk factor for adolescent BPD (Cohen et al., 2008),
although the extent to which this may be mediated
by parenting variables is unclear. Both maladaptive
transactional parent–child interactions (see Macfie &
Strimpfel, 2014 for a review) and other early child-
hood adversity have been associated with BPD (see
Zanarini & Wedig, 2014 for a review). While adverse
childhood experiences are clearly associated with
adolescent BPD, sexual abuse is a weak predictor
(Kaess, Parzer, et al., 2013) despite compelling clin-
ical accounts to the contrary. Although the associ-
ation of adversity and psychopathology is not unique
to BPD (so-called multifinality), an increase in
trauma across childhood, as well as immediately
prior to puberty, appears to specifically characterize
BPD (Pietrek, Elbert, Weierstall, Muller, & Rock-
stroh, 2013). It has been argued that the inter-
personal hypersensitivity characteristic of BPD
(Gunderson & Lyons-Ruth, 2008) may be a conse-
quence of maltreated children adapting to adversity
by becoming more sensitive or reactive to threats, to
preserve security within their home environment
(Davies, Winter, & Cicchetti, 2006); this heightened
vigilance could generate a lack of genuine trust in all
kinds of interpersonal communication, leaving them
in a state of relative epistemic hypervigilance (Fonagy
& Luyten, in press). This example also illustrates
that specific personality disturbances should not be
seen as limitations of capacity or deficits, but rather
as a way favored by natural selection for develop-
ment to optimize the child’s adaptation to his/her
social context, despite the challenges posed by the
social context. We have previously suggested that
there is likely to be a considerable cost to children
contemplating the mental state of adults who hold
malevolent and hostile intentions toward them; in
such circumstances it may be preferable to forgo
reflective considerations, particularly regarding the
cognitions of others (Fonagy, Moran, & Target,
1993). This speculation is consistent with an evolu-
tionary developmental view that suggests that we
have to study the likely impact for survival and the
costs and benefits (to children) of developing partic-
ular mental capacities in particular social contexts
(Belsky, 2012; Ellis et al., 2012). Here, we want to
emphasize the idea of a ‘common final pathway’: all
these types of adversity seem to cause impairments
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in trust that may bring benefit to the child under
some social conditions.

While the historical focus on the family in general
and parenting in particular in the etiology of BPD is
understandable given the historical intellectual
domination of psychoanalysis and social learning
theory, the powerful role of social influences, partic-
ularly peer groups, is now being acknowledged.
Many authorities noted a change in nature of ado-
lescence in the late 20th century (Coleman &
Hendry, 1999) as activity of young people with their
family halved between 1986 and 2000 while activity
with peers increased (Escofet, 2012). Accordingly,
there is an emerging literature suggesting that BPD
in adolescents may be associated with bullying, peer
rejection (Wolke, Schreier, Zanarini, & Winsper,
2012), and teen dating violence (Reuter, Sharp,
Temple, & Babcock, 2015). Being bullied exacer-
bates exposure to adverse family environments
(Lereya et al., 2013). In all, the transaction between
youth and their environment, whereby they both
shape and are shaped by social contexts, in turn
being influenced by and influencing the way they
experience the social environment and creating and
responding to the reactions they evoke, renders the
understanding of youth personality psychopathology
more complex than most (Shiner & Caspi, 2012).

Diathesis-stress approaches. Most etiological the-
ories for the development of BPD favor a diathesis-
stress approach. A prominent etiological model of
BPDwasoriginally put forwardbyLinehan (1993) and
more recently expanded by Crowell, Beauchaine, and
Linehan (2009). In this model, a complex, heterotypic
trajectory from childhood vulnerability to adult BPD
begins with heritable trait vulnerabilities in the form
of emotional sensitivity and reactivity in the original
model (Linehan, 1993), or trait impulsivity in the
extended model (Crowell et al., 2009). These trait
vulnerabilities result in the acquisition of poor emo-
tion regulation skills primarily through aberrant
socialization mechanisms in the family context (i.e.
an invalidating family environment), ultimately cul-
minating in the complex disorder ofBPD. The focus on
trait impulsivity as the key underlying pathogenic
process in BPD is also reflected in Paris’s (2005)
diathesis-stress model of BPD.

From a more psychodynamic perspective, the
attachment and mentalization-based theory of BPD
(Fonagy & Luyten, 2009; Fonagy, Target, & Gergely,
2000) posits that failures of seeing actions in terms
of underpinning mental states, or misinterpretations
of these, may account for core features of BPD.
Importantly, and as captured in the case vignette
discussed earlier, Fonagy and colleagues have
argued that as the child’s attachment relationships
have an important role to play in the acquisition of
social-cognitive capacities, disruptions of early
attachment experiences can derail social-cognitive
development, thereby leading to BPD (Sharp &

Fonagy, 2008). The emergent mentalizing capacity
is therefore the result of both genetic factors (in-
herited theory of mind capacity and sensitive tem-
perament) and environmental factors (adverse family
or other environment). Recently, Sharp (2014a)
extended this theory by suggesting that mentalizing
dysfunction in BPD is present not in the form of
failure or suppression, but in the form of excess
mentalizing (hypermentalizing). Consistent with the
assumption of disturbed social understanding of
people’s intentions is the striking evidence for diffi-
culties in differentiating and integrating the perspec-
tive of the self with the perspectives of others,
regardless of context or emotional load (Jennings,
Hulbert, Jackson, & Chanen, 2012), and social
information processing anomalies attributed to
problems of mentalizing (Hessels, van den Hanen-
berg, de Castro, & van Aken, 2014).

The notion of a constitutional diathesis in the form
of relational reactivity that interacts with the envi-
ronment is also evident in Gunderson and Lyons-
Ruth’s (2008) gene–environment developmental
model. Specifically, hypersensitivity to interpersonal
stressors contributes to the development of a disor-
ganized-ambivalent form of attachment, leading to
an escalation of problematic transactions between
primary caregiver and child and, ultimately, to BPD.
As espoused in another diathesis-stress approach to
BPD (Zanarini & Frankenburg, 2007), the caregiving
environment is not necessarily in and of itself
abnormal or traumatic, but, in interaction with a
vulnerable or hyperbolic temperament, may put an
individual at risk for developing BPD.

The empirical evidence in support of the above
diathesis-stress theories is strong, and we refer
readers to recent review articles that summarize
empirical support for Linehan’s biosocial and Paris’s
impulsivity-oriented theories (Crowell, Kaufman, &
Beauchaine, 2014; Matusiewicz, Weaverling, &
Lejuez, 2014; Selby, Kranzler, & Panza, 2014),
Fonagy’s mentalization-based theory (Fonagy &
Luyten, 2009, in press; Sharp, 2014a), and Gunder-
son and Lyons-Ruth’s gene–environment develop-
mental theory (Lyons-Ruth, 2008). While differences
between these theories exist in their specific con-
structs and processes, they all converge to suggest,
consistent with a developmental psychopathology
framework, that genetic vulnerabilities interact with
complex and dynamic transactional processes
between caregiver and child over time, rendering
certain individuals more likely to develop features of
and/or full-blown BPD in adolescence. Increased
demand on capacities for attachment may over-
whelm some youths as they negotiate new intimate
relationships. The peaking of BPD symptoms in
adolescence and young adulthood is thus attribu-
table to factors beyond parental influence.

More studies of gene/biology–environment inter-
actions are now needed. A good example of such a
study is that of Distel et al. (2011), which aimed to
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examine whether exposure to life events moderated
the genetic architecture of BPD features. Evidence
for both gene–environment interaction and correla-
tion was found. Additive genetic influences on BPD
features interacted with a history of exposure to
sexual assault, with genetic variance being lower in
exposed individuals. In individuals who had experi-
enced a divorce/break-up, violent assault, sexual
assault, or job loss, environmental variance for BPD
features was higher, leading to a lower heritability of
BPD features in exposed individuals.

Summary. Evidence to date supports a view that
constitutional factors (e.g. anxious or aggressive
temperament) and environmental factors (e.g. risk,
trauma, parenting, and the wider social environment
of the young person) both have a role in the etiology of
BPD. However, they may be most powerful in combi-
nation because they exert influence on each other.
Genesmarkavulnerability, andadversity in thesocial
environment undoubtedly triggers further genetic
propensities.One facet of constitutionaldisadvantage
is likely to be greater sensitivity to negative environ-
mental perturbations (Belsky, 2012). Emotional dys-
regulation may be an indication of this potential
constitutional vulnerability. Negative social experi-
ences readily overwhelm these individuals’ capacity to
assimilate and accommodate to the environment. The
same genetic vulnerability is also likely to increase the
potential of an individual to benefit from positive
experiences under normal circumstances. Beyond a
certain point, individuals who are sensitive to their
social environment are likely to take an adaptive
position of self-protection, whereby they disengage
their capacity to attend to and respond appropriately
to social cues. They cease to learn from experience in
the sense of beingable to change (update) theirmental
representations and coping strategies in response to
experience. This position, which we have termed
elsewhere epistemic hypervigilance (Fonagy&Luyten,
in press), leaves the individual impervious to positive
events that would normally strengthen a person and
make for greater resilience. Interpersonal hypersen-
sitivity and hypermentalizing may be seen as com-
pensatory strategies or direct consequences of this
adaptation, attempting to create distance between the
self and social experience. We also assume that
opposite processes (secure attachment, optimalmen-
talizing, and epistemic trust) would protect an indi-
vidual from developing BPD.

Assessment for early identification, prevention, and
treatment

Assessment of BPD may take place either in the
context of early identification and prevention, or in the
context of treatment. Early identification assessment
must be considered in the context of prevention
science (Mrazek & Haggerty, 1994). Gordon’s (1983)
framework is the gold standard in this regard. In this

framework, distinctions are drawn between univer-

sal preventive measures, which are considered desir-
able for everybody in an eligible population (e.g. an
adequate diet, the use of seatbelts in vehicles, etc.).
Selective preventive measures are desirable only for a
subgroup of the population whose risk of becoming
ill is above average, for instance, the biological
offspring of parents with a given disease. Finally,
indicated preventive measures, often referred to by
clinicians as early intervention (Mrazek & Haggerty,
1994), apply to those who, on examination, show
subthreshold signs and symptoms of a disorder, but
do not yet meet the definition of a ‘case’, thereby
identifying them as being at high risk for the future
development of the illness (Chanen & McCutcheon,
2013). The goal of screening programs for early signs
and symptoms of a disease therefore falls into the
category of indicated preventive measures.

Universal and selective prevention. Currently,
there are no known universal preventive measures
for BPD, and the evidence for selective preventive
measures is questionable. This is not to say that there
is a lack of research focusing on identifying the risk
factors associated with BPD. What is lacking, how-
ever, is specificity of risk factors related to BPD
compared to other psychopathology. Therefore, the
selective preventive measures that we discuss below
are tentative and in need of further research. At best,
they are currently suited for consideration by clini-
cians as a justification for further clinician follow-up
rather than a justification for selective or indicated
prevention. An obvious candidate risk factor that
deserves future research in this regard is status as
biological offspring of mothers with BPD (Macfie &
Swan, 2009; Sharp & Romero, 2007; Weiss et al.,
1996). Given moderate rates of heritability, and the
known challenges for mothers with BPD in parenting
their children, risk may be elevated for this group.
Other risk factors as proposed in the etiological
models discussed above (see Figure 1) and prospec-
tive studies (as summarized in Table 1) include core
diagnostic features (in particular identity distur-
bance, inappropriate anger, chronic feelings of empti-
ness, self-harm), childhood disorders (in particular
attention-deficit/hyperactivity disorder; see Stepp,
Whalen, & Pedersen, 2014 for a review), and problem
behavior (controlling and coercive behaviors toward
attachment figures, poorly identified sense of self,
hostile and distrustful view of the world, relational
aggression, outbursts of anger, affective instability).
In addition, preliminary research suggests that there
may be potential in evaluating personality traits in
children thatmaybe characteristic of BPD in later life.
Recent work from De Clercq, van Leeuwen, van den
Noortgate, de Bolle, and de Fruyt (2009) and De
Clercq, Decuyper, and De Caluw�e (2014) has sug-
gested that high levels of the following early maladap-
tive personality traitsmaybe indicative of laterBPD in
adolescents: hyper-expressive traits, impulsivity,
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irritable-aggressive traits, risk behavior, affective
lability, ineffective stress coping, anxious traits, lack
of self-confidence, insecure attachment, depressive
traits, and paranoid traits. This approach is sup-
ported by cross-sectional (Gratz et al., 2009; Kaess,
von Ceumern-Lindenstjerna, et al., 2013) and
prospective (Crawford, Cohen, Chen, Anglin, &
Ehrensaft, 2009; Crowell et al., 2009) studies.
Finally, a risk profile that may hold promise for
selective preventive efforts pending further research
is evidence for BPD as a disorder of confluence
between internalizing and externalizing symptoms

(Eaton et al., 2011; James & Taylor, 2008; Sharp,
2014b), as discussed earlier. Children often present
with predominantly externalizing or internalizing
profiles. If both are equally endorsed, especially in
the context of other known correlates of BPD, further
assessment for BPD may be indicated.

Indicated prevention. Currently, the evidence in
support of indicated prevention is stronger than that
for universal and selective prevention. In this regard,
we discuss recent advances in research for the
assessment of borderline symptoms in adolescents.
These tools may be used to identify adolescents
meeting full criteria for BPD (for the purposes of
treatment) or subthreshold BPD (for the purposes of
indicated prevention or early identification). Specifi-
cally, Chanen, McCutcheon, and Kerr (2014) propose
the presence of three borderline criteria as justifica-
tion for inclusion in indicated preventive programs.

Assessment should begin with competent clinical
evaluation utilizing standard psychiatric nomencla-
ture (i.e. DSM-5 Section II). Clinical assessment
should also be guided by what is known about the
etiology of BPD (see Figure 1 and Table 1). In addi-
tion to more conventional clinical assessment based
on Section II of DSM-5, clinicians may also begin to
rely on the new DSM-5 Section III classification
system, which takes a dimensional trait-based
approach in clinical assessment. This approach
would require clinicians to assign a score on several
dimensions of personality functioning instead of
deciding whether a patient is above or below the
clinical threshold for a particular disorder. Given
that a systematic and standardized system for
clinician interview-based ratings of dimensional trait
attributes based on DSM-5 is still to be developed,
clinicians may rely on self-report measures of PD
pathology to determine a patient’s location on a trait
continuum. However, consistent with a developmen-
tal psychopathology model of psychiatric disorder,
we do not believe PD can be altogether reduced to
self-identified traits alone, because self-identified
trait attributes constitute only one level of personal-
ity functioning (i.e. the self-reported trait level) and
may disregard other levels of functioning that are
more impenetrable to subjective assessment. Thus,
self-identified trait attributes cannot account for the
dynamic processes that give rise to the discrepancies

between self-identified traits and behavioral mani-
festations typically characteristic of PDs (Luyten &
Blatt, 2011). In all, in order for categorical and
dimensional approaches to be effectively integrated,
multiple method assessment will become standard
practice in PD diagnostic procedures.

Accordingly, clinical assessment may be comple-
mented with assessment tools developed specifically
to assess adolescent BPD. Although assessment
tools were formerly unavailable, the past decade
has seen a significant increase in psychometric
studies validating assessment tools for DSM-5 Sec-
tion II BPD in children and adolescents (Table 2).
While more research is needed to determine the long-
term predictive power of these measures, these
studies provide guidance for the use of measures in
clinical settings.

The Child Interview for DSM-IV Borderline Person-

ality Disorder (CI-BPD; Zanarini, 2003) is an inter-
view-based measure administered by a trained
interviewer. It has nine stem questions rated on a
three-point scale and takes 30–45 min to complete.
The Shedler–Westen Assessment Procedure for Ado-

lescents, Version II (SWAP-II-A; Westen, Dutra, &
Shedler, 2005) is used by clinically experienced
observers in the context of either a thorough exam-
ination of a patient using a systematic clinical
research interview, or in a professional assessment
or ongoing therapeutic engagement. The clinician
sorts (rank orders) 200 personality statements into
eight categories based on their applicability to the
patient, thereby deriving a diagnosis of BPD. The
Personality Assessment Inventory Borderline sub-

scale (PAI-BOR; Morey, 2007) is a 20-item subscale
from a 264-item self-report questionnaire that
requires adolescents to rate their behavior,
thoughts, and feelings on a four-point Likert scale.
The Borderline Personality Disorder Features Scale

for Children (BPFSC; Crick, Murray-Close, & Woods,
2005) was adapted from the PAI-BOR to be more
developmentally sensitive for younger children. It is
a 24-item self-report measure for children aged 9
and older, rated on a five-point Likert scale. A parent
version (BPFSC-P; Sharp, Mosko, Chang, & Ha,
2011) as well as an 11-item version for resource-
constrained settings (BPFSC-11; Sharp, Steinberg,
Temple, & Newlin, 2014) were developed. The
McLean Screening Instrument for BPD (MSI-BPD;
Zanarini et al., 2003) is a 10-item self-report yes/
no measure that provides a brief screening assess-
ment of the number of BPD criteria met. Finally, the
Borderline Personality Questionnaire (BPQ; Poreh
et al., 2006) is an 80-item self-report measure with
true/false response options. Please refer to Table 2
for psychometric properties of these measures.

In addition to the above DSM-based measures,
several trait measures that may be useful for DSM-5
Section III assessment have been developed and used
in adolescents. These may also be considered in the
assessment of BPD in adolescents. The Minnesota
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Multiphasic Personality Inventory –Adolescent version
(MMPI-A; Butcher et al., 1992) is a 478-item true/
false self-report inventory designed to assess the
social, emotional, and behavioral functioning of ado-
lescents between the ages of 14 and 18, and has been
examined in one study of adolescent BPD (Archer,
Ball, & Hunter, 1985). The Dimensional Personality

Symptom Item Pool (DIPSI; De Clercq, De Fruyt, Van
Leeuwen, & Mervielde, 2006) comprises 172 items
that are structured into 27 maladaptive personality
facets, hierarchically organized in four broad person-
ality dimensions (Disagreeableness, Emotional Insta-
bility, Introversion, and Compulsivity). Finally, an
adolescent version of the Personality Inventory for

DSM-5 (PID-5; Krueger, Derringer, Markon, Watson,
& Skodol, 2012) has recently been validated for use in
adolescents (De Clercq, De Fruyt, et al., 2014; De
Clercq, Decuyper, et al., 2014). The PID-5 includes
220 items to be rated on a four-point Likert scale,
structured into 25 empirically derived lower level trait
pathology facets that assess the traits for DSM-5
Section III.

Summary. Despite several valid and reliable diag-
nostic tools for evaluating adolescent BPD, the field
still lacks an evidence-based approach to deciding
which assessment to use in which setting and the
sequence of assessments needed for optimal
precision in the diagnostic process. In the mean-
time, practitioners will first and foremost rely on
competent clinical evaluation utilizing standard
psychiatric nomenclature (i.e. DSM-5 Section II)
and may complement clinical assessment with the
screening measures such as the BPFSC, BPFSC-
11, MSI-BPD, or the PAI-BOR, followed by more in-
depth assessments such as the CI-BPD and the
SWAP-A.

Intervention

Given the reluctance to diagnose BPD in adolescence,
as discussed earlier, it is not surprising that BPD in
adolescents is not regularly assessed for or treated in
clinical settings inmost countries. Here, we argue not
only for the integration of evidence-based treatment

Table 2 Psychometric studies of assessment tools for DSM-based adolescent BPD

Measure
Internal

consistency
Interrater
reliability Factor structure External validity

CI-BPD
Zanarini (2003) 0.81 0.65–0.93 Not reported
Sharp et al. (2012) 0.80 0.89 Unidimensional Associates with PAI-BOR, clinician diagnosis,

BPFS-C, BPFS-P, internalizing and
externalizing problems j = 0.34 with
clinician diagnosis

Michonski et al. (2013a) 0.78 Not
reported

Unidimensional N/A

SWAP-A-II
Westen et al. (2005) Not reported 0.60 Not reported r = .68 with DSM-5 symptom count AUC = 0.84

PAI-BOR
Morey (2007) 0.85–0.87 N/A Four-factor Associated with range of other BPD relevant

pathology
BPFSC
Crick et al. (2005) 0.76 N/A Not reported Associates with relational aggression,

cognitive sensitivity, emotional sensitivity,
friend exclusivity over time

Chang, Sharp, and Ha (2011) 0.88 N/A Not reported Sensitivity 0.85
Specificity 0.84

BPFSC-P
Sharp et al. (2011) 0.90 N/A Not reported Correlates with BPFS-C, internalizing and

externalizing problems
BPFSC-11
Sharp et al. (2014) 0.85 N/A Unidimensional Sensitivity 0.740

Specificity 0.714
MSI-BPD
Chanen, Jovev, et al. (2008) 0.78 N/A Not reported Sensitivity 0.68

Specificity 0.75
j = 0.35 with SCID-II
NPV = 0.89

Noblin, Venta, and Sharp (2013) 0.73 N/A Not reported Sensitivity 0.71
Specificity 0.66

BPQ
Chanen, Jovev, et al. (2008) 0.92 N/A Not reported Sensitivity 0.68

Specificity 0.90
j = 0.57 with SCID-II
NPV = 0.91

Note. N/A, Not available; NPV, Negative Predictive Value (the probability that a person does not have a disease).

© 2015 The Authors. Journal of Child Psychology and Psychiatry published by John Wiley & Sons Ltd on behalf of Association for
Child and Adolescent Mental Health.
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into standardclinical practice for adolescentsbutalso
for the development of early intervention strategies.
We also emphasize that the tradition of individual
psychotherapy for BPD may be expanded to include
service delivery models of high-quality care that may
beas effective as ‘branded’ psychotherapies (Bateman
&Fonagy, 2009;Chanen et al., 2014), particularly for
individuals without additional diagnoses of co-occur-
ring PDs (Bateman&Fonagy, 2013). Table 3 summa-
rizes key findings and methodological details of
intervention studies.

Early intervention. The notion of early intervention
for adolescent BPD has been promoted by Chanen &
McCutcheon (2013) for over 15 years. They suggest
that neither stand-alone, universal, nor selective
prevention of BPD is currently practical, and argue
for indicated prevention (targeting adolescents with
early features of BPD). Their program, Helping Young
People Early (HYPE), is a comprehensive and inte-
grated indicated prevention and early intervention
program for youth (15–25 years of age); it includes
adolescentswhomeet two ormoreBPDcriteria, plus a
childhood risk factor.More recently, inclusion criteria
for HYPE have been specified as meeting three BPD
criteria with no risk factors (Chanen et al., 2014).
HYPE includes both a service model and individual
therapy, and incorporates the principles of cognitive
analytic therapy (CAT) into both components.

A further early intervention program for BPD is the
Dutch Emotion Regulation Training (ERT) treatment
program (Schuppert et al., 2009). ERT is an adapta-
tion of Systems Training for Emotional Predictability
and Problem Solving (STEPPS; Blum et al., 2008), a
20-week manual-based group treatment program for
outpatients with BPD that combines cognitive-
behavioral elements and skills training with a
systems component. Both HYPE and ERT provide
support for the potential of early intervention for BPD.

Evidence-based intervention programs. Cognitive

analytic therapy (CAT; Ryle & Kerr, 2002) was the
first individual therapy to be tested in a randomized
controlled trial (RCT) for adolescent BPD and was
evaluated in the context of the HYPE program
(Chanen & McCutcheon, 2013; Chanen, Jackson,
et al., 2009; Chanen, McCutcheon, et al., 2009).
CAT is time-limited and transdiagnostic, and inte-
grates elements of psychoanalytic object relations
theory and cognitive psychology. Compared to treat-
ment as usual, CAT has demonstrated effectiveness
and more rapid recovery, although differences were
not as marked at 2-year follow-up (Chanen, Jack-
son, et al., 2009). The CAT model is currently being
disseminated in Europe.

Mentalization-based treatment (MBT; Bateman &
Fonagy, 2009) shares many common features with
CAT (Bateman, Ryle, Fonagy, & Kerr, 2007), and has
been adapted for use in adolescents. This therapy
assumes that the development of BPD in adolescenceT
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and its treatment is grounded in a phase-specific
compromise in the capacity to mentalize that occurs
during adolescence (Fonagy et al., 2014). MBT for

adolescents (MBT-A), which incorporates monthly
sessions ofMBT for families (MBT-F), has been shown
to be effective in an RCT in a sample of self-harming
adolescents (most of whom met criteria for BPD;
Rossouw & Fonagy, 2012). MBT-A was more effective
than treatment as usual in reducing self-harm and
depression. This superiority was explained by
improvedmentalizing and reduced attachment avoid-
ance, and reflected improvement in emergent BPD
symptoms and traits.

Dialectical behavior therapy (DBT; Linehan, 1993)
has been adapted for use in adolescents. DBT syn-
thesizes a change orientation from behavior therapy
with an acceptance orientation from Zen philosophy
specifically to target the emotional dysregulation,
distress tolerance, and interpersonal difficulties in
BPD. DBT has been evaluated in adolescents with
nonsuicidal self-injury (NSSI) and two BPD criteria in
Norway (Mehlum et al., 2012), adolescents with a
history of NSSI and suicide attempts in New Zealand
(Cooney et al., 2012), and adolescents with bipolar
disorder (Goldstein, Axelson, Birmaher, & Brent,
2007). STEPPS, which has been developed from
DBT, has also been evaluated in a small-scale study
in the United Kingdom in adolescents with BPD, and
has shown strong potential for this population (Har-
vey, Blum, Black, Burgess, & Henley-Cragg, 2014).

Finally, transference-focused psychotherapy (TFP;
Clarkin et al., 2001) has been adapted for use in
adolescents. TFP is based on contemporary psycho-
analytic object relations theory as developed by
Kernberg. TFP-A is a manualized psychodynamic
treatment for borderline adolescents delivered in
individual sessions, ideally twice a week but not less
often than once a week (Normandin, Ensink, Yeo-
mans, & Kernberg, 2014). Although commonly used
with adolescents with BPD, TFP-A has not yet been
evaluated in an RCT.

Summary. Clearly, the climate is favorable for the
assessment, diagnosis and treatment of adolescent
BPD. On the basis of current evidence, we distil the
following common factors of successful interventions
for adolescents with BPD: (a) extensive effort to main-
tain engagement in treatment (validation in conjunc-
tion with emphasis on the need to address behaviors
that interfere with therapy), (b) a valid (evidence-
based) model of pathology that is explained and feels
relevant to the patient, (c) an active therapist stance –
that is, an explicit intent to validate and demonstrate
empathy and generate a strong attachment relation-
ship, (d) the reinforcement of epistemic trust (Sperber
et al., 2010) – that is, facilitating a belief in the
possibility that something can be learned in therapy,
(e) focus on emotion processing and the connection
between action and feeling (e.g. suicidal ideation is
associatedwithabandonment feelings), (f) inquiry into
patients’ mental states (behavioral analysis, clarifica-
tion, confrontation), (g) a structure that provides
increased activity, proactivity, and self-agency (i.e.
the therapist avoids the expert stance and rather ‘sits
side by side’ with the adolescent in a partnership), (h)
the structure is manualized and adherence to the
manual ismonitored, (i)boththerapistandclientmust
feel a commitment to theapproach, and (j) supervision
is essential to identify deviation from the manualized
structure and provide support for adherence.

Conclusion
This review provided up-to-date information on the
phenomenology, prevalence, associated clinical prob-
lems, etiology, and interventions for adolescent BPD.
Wehope thatbydoingsowehavedispelled someof the
entrenched ideas regarding PD in adolescents. It is
only through early active assessment and identifica-
tion of youngsters with these problems that a lifetime
ofpersonal sufferingandhealth systemburdencanbe
reduced or altogether avoided.

Key points

Key practitioner message

• BPD constitutes a valid and reliable diagnosis in adolescence.

• BPD should be included in routine clinical assessment of adolescents and validated measures are available to
assist with this.

• Evidence to date supports a diathesis-stress model of BPD, whereby constitutional factors (e.g. anxious or
aggressive temperament) and environmental factors (e.g. risk, trauma, parenting, and the wider social
environment) interact dynamically over time in the etiology of BPD.

• A variety of evidence-based approaches are now available to treat BPD and related clinical problems in
youngsters.

© 2015 The Authors. Journal of Child Psychology and Psychiatry published by John Wiley & Sons Ltd on behalf of Association for
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Note

1. We have been in favor of this approach for some
time (Gunderson & Elliott, 1985; Higgitt & Fonagy,
1992) based on epidemiological findings replicated
over decades that BPD, more than other PDs, was
more likely to be accompanied by co-occurring
mental disorders, suggesting that the diagnosis
signaled a vulnerability to developing further mental
health problems (analogous to a deficiency in some
psychological equivalent of the immune system).
Only recently has this suggestion found empirical
support in the proposal of an overarching common
factor indicating the severity of psychopathology and
its likely course (Caspi et al., 2013).
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