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ABSTRACT 
 

Borderline Personality Disorder (BPD) is a psychiatric disease marked by unstable interpersonal 
relationships, fear of abandonment, difficulty regulating emotions, feelings of emptiness, persistent 
dysphoria or sadness, impulsivity, and increased risk-taking behaviors. The prevalence of 
borderline personality disorder has been reported at 11 percent in the psychiatric outpatient 
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community and as high as 20% in the psychiatric inpatient population. Patients with BPD have a 
high rate of morbidity, which makes medical treatment more difficult. Although the role of genetics 
in BPD is unclear, inheritance of BPD appears to be considerable. Life events are also found to 
play a role in the development of BPD. The most important risk factor for the development of BP is 
childhood trauma. Symptoms that have been present since adolescence or early adulthood and 
manifest in a variety of settings are used to make the diagnosis. There are no lab or imaging tests 
available to aid in the diagnosis. Patients with borderline personality disorder benefit from three 
evidence-based treatments. Mentalizing-based therapy (MBT). Dialectical behavior therapy (DBT) 
and transference-focused psychotherapy (TFP). In this review we will be discussing epidemiology, 
etiology, clinical features diagnosis and treatment of BPD. 
 

 
Keywords: Borderline Personality Disorder (BPD); psychiatric disease; neuropsychology; dysphoria. 
 
1. INTRODUCTION 
 
Borderline Personality Disorder (BPD) is a 
psychiatric disease marked by unstable 
interpersonal relationships, fear of abandonment, 
difficulty regulating emotions, feelings of 
emptiness, persistent dysphoria or sadness, 
impulsivity, and increased risk-taking behaviours. 
Dissociative experiences and paranoid ideation 
are also transitory symptoms of the condition. 
Furthermore, many BPD patients engage in self-
injurious or suicidal behaviours on a regular 
basis. BPD affects around 6% of people at some 
point in their lives. BPD is significantly more 
frequent in professional settings, making it 
extremely important for health care workers and 
the general population [1]. 
 
Borderline personality disorder is frequently 
diagnosed as comorbid with depression and 
anxiety, eating disorders such as bulimia, post-
traumatic stress disorder (PTSD), substance 
misuse disorders, and bipolar disorder, either as 
a result of its location on the ‘border' of other 
conditions or as a result of conceptual confusion 
(with which it is also sometimes clinically 
confused). There can be a lot of overlap with 
psychotic illnesses. People can have both visual 
and auditory hallucinations, as well as obvious 
delusions, in extreme situations, although these 
are generally short and connected to periods of 
high emotional instability. As a result, it may be 
differentiated from the fundamental symptoms of 
schizophrenia and other illnesses [2]. 
 
Patients with BPD have a high rate of morbidity, 
which makes medical treatment more difficult. 
BPD was first described in 1978, and the 
Diagnostic and Statistical Manual of Mental 
Disorders, Third Edition (DSM-III) was published 
in 1980, followed by the International 
Classification of Diseases (ICD-10) ten years 
later. Emotionally unstable personality disorder 

has become a diagnosis based on the systematic 
identification of clinical characteristics. Affective 
instability was recognised as an important criteria 
for BPD in both the DSM-5 and the ICD-10 [3]. 
 

2. ETIOLOGY AND PATHOGENESIS 
 

The development of "mistrustful inner working 
models" based on insecure attachment, 
according to etiological theories of BPD, 
predisposes to viewing others as untrustworthy 
and rejecting. Childhood trauma, such as 
emotional neglect or physical and sexual abuse, 
is a causal element in this development, however 
linking BPD with traumatic experiences alone is 
an oversimplification. Although the role of 
genetics in BPD is unclear, inheritance of BPD 
appears to be considerable. When early 
adversity is combined with other factors, such as 
the emotional unresponsiveness of attachment 
figures, trauma, or abuse, an individual's 
expectations for future resource availability, 
including the quality of interpersonal relationships 
in terms of others' reliability and trustworthiness, 
are formed [1,4-11]. 
 
Despite the fact that studies are few and results 
vary, there is at least considerable evidence for 
the genetic transmission and heredity of BPD. 
The concordance rate for BPD was shown to be 
greater in monozygotic twins than in dizygotic 
twins in two investigations (36 and 35 percent 
versus 19 and 7 percent). However, a third twin 
research found that, when compared to 
environmental factors, a shared genetic effect 
had minimal impact on the development of BPD 
(42 percent versus 58 percent). In summary, 
BPD is caused by a genetic tendency to 
emotional dysregulation combined with a non-
supportive environment. Future research should 
concentrate on the connections between specific 
endophenotypes and environmental variables     
[3]. 
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Personality disorders are caused by 
temperamental (inborn or heritable) qualities that 
manifest in maturity as stable personality traits: 
mind, emotions, and behaviour patterns that 
distinguish individuals and remain stable over 
time. In nearly every characteristic investigated, 
heritable variables account for roughly half of the 
variation. Emotive instability and impulsivity, in 
particular, have a significant heritable 
component, and research involving twins have 
shown that BPD has a comparable genetic 
effect. in addition, family history studies have 
revealed that impulsive disorders such as 
antisocial personality disorder and drug misuse 
are more frequent in first-degree relatives of BPD 
patients. Impulsive characteristics, a prominent 
component of BPD, have been linked to 
abnormalities in central serotonergic functioning, 
according to studies of core neurotransmitter 
activity. The biochemical connections of 
emotional instability, on the other hand, remain 
unclear, and no particular indicators for the 
condition have been found [12-18]. 
 
Life events are also found to play a role in the 
development of BPD. The most important risk 
factor for the development of BP is childhood 
trauma. This link between childhood trauma and 
BPD is not obvious since childhood trauma is not 
always present in BPD and patients who have 
experienced trauma do not always acquire BPD. 
Childhood trauma does not appear to be a 
necessary step in the development of BPD. 
Sexual abuse, physical abuse and neglect, 
verbal abuse, and early parental separation or 
bereavement have all been linked to childhood 
trauma in BPD patients in prospective studies. 
More physically abused and/or neglected 
children matched the criteria for BPD as adults, 
according to a prospective study of 500 people. 
Surprisingly, a history of sexual abuse is not 
proven to be a risk factor for BPD. Having a 
parent with alcohol or substance abuse issues, 
as well as a diagnosis of drug misuse, major 
depressive disorder, and post-traumatic stress 
disorder, have all been linked to the development 
of BPD, although these are all non-specific 
variables. Another prospective, longitudinal study 
including 639 children found that childhood 
abuse/neglect was linked to BPD in adulthood. 
Meta-analyses have also discovered that the 
connection between the development of BPD 
and childhood abuse has very modest impact 
effects. While no one cause can explain the 
development of BPD, like with other mental 
illnesses, several variables can assist in 
understanding the disorder's development. 

Although other studies have found that childhood 
trauma does not play a substantial role in the 
development of BPD, it is still a significant risk 
factor for BPD, and further research is needed to 
fully understand this connection [3,19-25]. 
 
Onset of symptoms typically occurs during 
adolescence or young adulthood, although 
symptoms suggestive of this disorder can 
sometimes be observed in children.Symptoms 
among adolescents that predict the development 
of BPD in adulthood may include problems with 
body-image, extreme sensitivity to rejection, 
behavioral problems, non-suicidal self-injury, 
attempts to find exclusive relationships, and 
severe shame.Many adolescents experience 
these symptoms without going on to develop 
BPD, but those who experience them are 9 times 
as likely as their peers to develop BPD. They are 
also more likely to develop other forms of long-
term social disabilities [26]. 
 

3. EPIDEMIOLOGY 
 
The lifetime prevalence of BPD is estimated to 
be 5.9%, with a point prevalence of 1.6 percent. 
Although BPD is not as common as other 
personality disorders in the general community, it 
is common in treatment settings; studies in 
clinical settings found that BPD was present in 
6.4 percent of primary care visits, 9.3 percent of 
psychiatric outpatients, and 20% of psychiatric 
inpatients. In the clinical community, however, 
the ratio of girls to males with the illness is also 
higher. In clinical settings described in the DSM-
5, the ratio is 3:1. In contrast to the clinical 
setting ratio, the lifetime prevalence of BPD was 
found to be comparable in males and females in 
two epidemiologic studies of the general 
population in the United States. This finding 
suggests that women with BPD are more likely 
than males to seek therapy. Women make up 
around 80% of patients treated for BPD, 
according to reports [3,27-31]. 
 
The prevalence of borderline personality disorder 
has been reported at 11 percent in the 
psychiatric outpatient community and as high as 
20% in the psychiatric inpatient population. 
Several research looking at the link between 
ethnicity and borderline personality disorder have 
come up with conflicting conclusions [32]. 
 
people with BPD display lower social functioning 
compared to the general population (Hill et al, 
2008; Gunderson et al, 2011; Liebke et al, 2017), 
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and this difference is even more pronounced in 
the presence of other psychiatric comorbidities. 
 
Although few studies have investigated healthy 
first-degree relatives of people with BPD, these 
family members present more attention and 
memory problems than the general population 
(Ruocco, Lam & McMain, 2014). 
 
Moreover, self-perceived function incapacity is 
increased in both people with BPD and in their 
first-degree relatives, although in the latter group 
to a lesser extent and in fewer functional areas 
(Ruocco, Lam & McMain, 2014) [33]. 
 

4. CLINICAL FEATURES AND DIAGNOSIS 
 
Symptoms that have been present since 
adolescence or early adulthood and manifest in a 
variety of settings are used to make the 
diagnosis. There are no lab or imaging tests 
available to aid in the diagnosis. A variety of 
organised and semistructured interviews can 
help in diagnosis, but they frequently need 
specific training to conduct. The Diagnostic 
Interview for Borderlines – Revised is a widely 
used and validated tool that is often referred to 
as the "gold standard," but it can take 30–60 
minutes to administer. In the last decade, several 
self-report measures have been created, 
although they are rarely utilised in clinical 
practise. The Mood Disorder Questionnaire, a 
widely used self-report questionnaire for mood 
disorders, frequently misdiagnoses borderline 
personality disorder as bipolar disorder. 
 
Borderline personality disorder diagnostic 
criteria: [34]. 
 
A chronic pattern of interpersonal connection 
instability, self-image and affective instability, and 
significant impulsivity that begins in early 
adulthood and manifests itself in a variety of 
situations, as indicated by 5 (or more) of the 
following: 
 

- frantic attempts to prevent desertion, real 
or imagined Note: Suicidal or self-
mutilating behaviour is not covered by 
criteria. 

- A pattern of insecure and intense 
interpersonal connections marked by 
fluctuations between idealisation and 
depreciation. 

- Identity disruption is defined as a self-
image or feeling of self that is significantly 
and consistently unsettled. 

- At least two categories of impulsivity that 
are potentially self-destructive (e.g, 
spending, sex, substance abuse, reckless 
driving, binge eating). Note: Suicidal or 
self-mutilating behaviour is not covered by 
criteria 5. 

- Suicidal behaviour, gestures or threats, or 
self-mutilation on a regular basis. 

- Affective instability caused by a high level 
of mood reactivity (e.g, intense episodic 
dysphoria, irritability or anxiety usually 
lasting a few hours and only rarely more 
than a few days). 

- Feelings of emptiness on a regular basis. 
- Anger that is inappropriate, strong, or 

difficult to manage (e.g, frequent displays 
of temper, constant anger, recurrent 
physical fights). 

- Paranoid ideation or severe dissociation 
symptoms caused by stress. 

 

4.1 Neuropsychology 
 
One of the signatures of BPD is patients' inability 
to regulate their emotions appropriately, which 
may explain a variety of symptoms such as 
idealisation and demonization of others, 
impulsivity, and risk-taking behaviour. These 
symptoms and indications might be thought of as 
behavioral manifestations of high stress 
reactivity. According to the Adaptive Calibration 
Model, high stress sensitivity encourages a quick 
LHS in risky and uncertain situations by 
increasing threat alertness and down-regulating 
social feedback sensitivity. Several studies have 
found abnormalities in the hypothalamic–
pituitary–adrenal stress axis in BPD, which 
correspond with symptom severity and a history 
of childhood trauma, supporting this theory. Early 
trauma has been linked to long-term variations in 
stress reactivity, potentially through epigenetic 
processes. In a manner similar, research into 
emotion perception shows that individuals with 
BPD had increased awareness or avoided 
unpleasant feelings like fear and rage [1]. 
 
Patients with BPD are frequently ‘alexithymic,' 
that is, they have difficulty reflecting on their own 
and others' feelings, and alexithymia has been 
linked to stress intolerance and impulsivity in 
BPD. However, given LHS's early difficulties, this 
apparent "empathy contradiction" is logical. 
Patients with BPD, according to Linehan, may be 
hypersensitive to emotional signals that might 
suggest rejection or abandonment. When 
overactivation of the attachment system interacts 
with problems in emotion control, such altered 
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emotion perception has an influence on social 
interaction. Partly as a way of self-protection 
against continued traumatization by an abusive 
caregiver, overactivation of the attachment 
system leads to a functional down-regulation of 
mentalizing capacities. As a result, 
hypersensitivity to unpleasant emotions may 
contribute to skewed opinions of others, leading 
to a general perception of people as 
untrustworthy. Seeing others as untrustworthy 
and uncooperative, on the other hand, may boost 
one's own (unconscious) opportunistic attitude 
toward short-term resource exploitation [1]. 
 
The most specific and sensitive criterion for BPD 
has been shown to be affective instability. 
Patients with BPD are emotionally unstable, 
respond quickly, and experience dysphoric 
feelings including sadness, anxiety, and 
irritability. A research that looked at the 
connection between age and emotional instability 
in BPD patients found an inverse relationship 
between age and affective instability in BPD 
patients. BPD patients have tumultuous and 
complicated relationships. They have a tendency 
to see others as both good and terrible, which is 
referred to as "splitting." They can quickly 
become reliant on others, yet their attitudes 
toward others can also change dramatically. A 
meta-analysis found that BPD patients  
performed worse on measures of attention, 
cognitive flexibility, planning, learning, and 
memory [3]. 
 

4.2 Neuroimaging 
 
There is a lot of evidence that childhood abuse is 
linked to reduced volume in the limbic system 
and the corpus callosum, and that impulsivity in 
BPD is linked to changes in blood flow in frontal 
cortical regions. While this review cannot cover 
all relevant neuroimaging results in BPD, one 
essential point to consider when interpreting 
neuroimaging data is the belief that changes in 
brain metabolism or structure are not always 
indicative of poor functioning. According to 
Teicher et al, early environmental stress, such as 
that experienced as a result of childhood neglect 
or abuse, is not only harmful to the brain, but 
also to the body. As a result, (normal) brain 
growth is inhibited. Instead, ‘significant stressors 
during a vulnerable developmental period cause 
the brain to develop along a stress-responsive 
pathway,' resulting in ‘a cascade of stress 
responses that organises the brain to develop 
along a specific pathway selected to facilitate 
reproductive success and survival in a world of 

deprivation and strife.' This fundamentally 
different interpretation of structural and functional 
brain imaging findings is fully consistent with the 
Adaptive Calibration Model, which states that 
early experiences not only shape the 
psychological development of inner working 
models and how individuals adapt their LHS to 
their predictions of future resource availability, 
but also that early experiences leave a mark on 
how individuals adapt their LHS to their 
predictions of future resource availability (i.e. 
inner working model). This implies that in the 
case of BPD, changes in limbic anatomy may 
actually favour a rapid LHS [1]. 
 
Bilateral decreases in the hippocampus, 
amygdala, and medial temporal lobe have been 
observed in neuroimaging studies comparing 
BPD patients to healthy controls. The top-down 
control delivered by the orbitofrontal cortex and 
anterior cingulate cortex, as well as the bottom-
up control drives created in the limbic system, 
such as the amygdala, hippocampus, and insular 
cortex, are anomalies in the neurobiology of 
BPD. Cognitive control regions are delivered by 
top-down control, whereas salience detection is 
delivered by bottom-up control [3]. 
 

5. MANAGEMENT 
 
The range of pharmacologic therapy for BPD 
remains restricted. The end outcome is a 
moderate degree of symptom alleviation for the 
most part. Low-dose atypical neuroleptics, 
selective serotonin reuptake inhibitors, and mood 
stabilisers are all effective in treating impulsive 
symptoms. Antidepressants, on the other hand, 
are considerably less helpful in treating mood 
symptoms in BPD patients than in individuals 
who do not have a personality disorder. 
Benzodiazepines are ineffective in treating BPD 
and are subject to misuse. Psychotherapy 
remains the cornerstone of BPD treatment. 
Dialectical behaviour therapy is a type of 
cognitive behavioural therapy that focuses on 
emotional instability and impulsivity, teaching 
patients how to control their emotions via group 
and individual sessions. Within a year, this type 
of behaviour treatment has been proven to be 
successful in reducing suicide behaviour. 
However, it is uncertain if this approach will be 
beneficial in the long run. A randomized 
controlled study found that using a modified 
version of psychoanalytic therapy in a day-
treatment environment that also incorporates 
cognitive methods is effective [12]. 
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Of the typical antipsychotics studied in relation to 
BPD, haloperidol may reduce anger and 
flupenthixol may reduce the likelihood of suicidal 
behavior. Among the atypical antipsychotics, one 
trial found that aripiprazole may reduce 
interpersonal problems and impulsivity, 
Olanzapine,as well as quetiapine, may decrease 
affective instability, anger, psychotic paranoid 
symptoms, and anxiety, but a placebo had a 
greater benefit on suicidal ideation than 
olanzapine did. The effect of ziprasidone was not 
significant, Of the mood stabilizers studied, 
valproate semisodium may ameliorate 
depression, impulsivity, interpersonal problems, 
and anger. Topiramate may ameliorate 
interpersonal problems, impulsivity, anxiety, 
anger, and general psychiatric pathology. The 
effect of carbamazepine was not significant. Of 
the antidepressants, amitriptyline may reduce 
depression, but mianserin, fluoxetine, 
fluvoxamine, and phenelzine sulfate showed no 
effect. Omega-3 fatty acid may ameliorate 
suicidality and improve depression. As of 2017, 
trials with these medications had not been 
replicated and the effect of long-term use had not 
been assessed, Lamotrigine showed no benefit 
in a large randomized clinical trial [26]. 
 
Patients with borderline personality disorder 
benefit from three evidence-based treatments. 
First, mentalizing-based therapy (MBT) helps 
patients control emotion dysregulation by making 
them feel understood, which allows them to be 
more inquiring and make fewer assumptions 
about the intentions of others. Dialectical 
behaviour therapy (DBT), a second treatment 
option, combines mindfulness practises with 
concrete interpersonal and emotion regulation 
skills. Third, transference-focused psychotherapy 
(TFP) focuses on developing the patient's 
awareness of problematic interpersonal 
relationships through the patient-therapist 
interaction. Individual and group treatment are 
combined in MBT and DBT over the course of 12 
to 18 months. Family therapy can sometimes, but 
not always, be a good replacement for group 
therapy for teenagers [32]. 
 
Borderline personality disorder patients have 
unique therapy problems due to self-injurious 
conduct, boundary concerns, and frequent 
suicide threats. Treatment for borderline 
personality disorder patients may be complicated 
by high rates of chronic drug misuse. Patients 
with borderline personality disorder do not 
usually need to be admitted to a hospital; but, in 

some cases, inpatient care may be necessary, 
such as: [32]. 
 

- Due to overt suicide thoughts or 
impulsivity, a significant risk of high 
lethality behaviours is imminent. 

- Severe social stresses that result in strong 
negative thoughts or a brief psychotic 
episode 

- The intensity of self-injurious conduct that 
is rapidly increasing. 

- Comorbid psychiatric diagnosis or severe 
substance abuse decompensation 

 

6. CONCLUSION 
 
Borderline Personality Disorder (BPD) is a 
serious psychiatric disease, with high         
prevalence in both inpatient and outpatient 
psychiatric clinics. Diagnosis of the disease 
depends on Borderline personality disorder 
diagnostic criteria rather than any imaging or 
laboratory testing method. Treatment of the 
disease is also largely psychological with 
pharmacological treatment has moderate to little 
effect. 
 
the role of genetics in BPD is unclear, inheritance 
of BPD appears to be considerable. Life events 
are also found to play a role in the development 
of BPD. The most important risk factor for the 
development of BP is childhood trauma. 
Symptoms that have been present since 
adolescence or early adulthood and manifest in a 
variety of settings are used to make the 
diagnosis. There are no lab or imaging tests 
available to aid in the diagnosis. Patients with 
borderline personality disorder benefit from three 
evidence-based treatments. Mentalizing-based 
therapy (MBT). Dialectical behavior therapy 
(DBT) and transference-focused psychotherapy 
(TFP).  
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