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Abstract  
Background: Personality disorders represent enduring patterns of cognition, affect, and behavior that deviate markedly from 

cultural expectations and lead to significant functional impairment. Their classification and understanding have evolved from 

early temperament theories to contemporary diagnostic systems, particularly the DSM-5-TR, reflecting increasing recognition 

of their clinical complexity and public health impact. 

Aim: This review aims to synthesize current knowledge on the historical development, etiology, epidemiology, 

pathophysiology, clinical assessment, and management of personality disorders, with a specific focus on implications for 

social work and multidisciplinary mental health practice. 

Methods: A narrative, integrative review approach was employed, drawing on DSM-5-TR diagnostic frameworks, 

epidemiological data, neurobiological and psychodynamic models, and evidence-based clinical literature. Emphasis was 

placed on longitudinal assessment, differential diagnosis, and functional evaluation across social and clinical contexts. 

Results: Personality disorders affect approximately 6% of the general population and up to 30% of psychiatric populations, 

with marked variation across DSM clusters. Etiology is multifactorial, involving genetic predisposition, temperament, 

neurobiological vulnerabilities, environmental adversity, and psychodynamic defense mechanisms. Neuroimaging and 

psychophysiological studies implicate dysregulation of cortical–limbic circuits, particularly within Cluster B disorders. 

Psychotherapeutic interventions remain the cornerstone of treatment, while pharmacotherapy plays a symptomatic and 

adjunctive role. 

Conclusion: Personality disorders require longitudinal, biopsychosocial assessment and individualized management. 

Integrating categorical and dimensional models enhances diagnostic precision and supports tailored interventions, 

underscoring the essential role of social workers within multidisciplinary care teams. 
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Introduction 

The classification of temperament and 

personality disorders has a long and evolving history 

in psychiatry and psychology. Its origins can be 

traced to ancient Greece, where Hippocrates 

proposed the humoral theory, which linked bodily 

fluids to distinct temperaments—sanguine, choleric, 

melancholic, and phlegmatic. These temperaments 

served as early frameworks for understanding 

variations in behavior and emotional responses, 

persisting as reference points in behavioral science 

for centuries [1]. In the late 19th and early 20th 

centuries, Emil Kraepelin expanded these ideas into 

clinical psychiatry, correlating affective disorders 

with temperamental dispositions. He categorized 

manic-depressive patients as depressive, hypomanic, 

or irritable, which corresponded roughly with 

melancholic, sanguine, or choleric temperaments, 

emphasizing the connection between enduring 

behavioral traits and psychiatric presentations [2]. By 

the mid-20th century, systematic classification of 

personality disturbances began to emerge in formal 

diagnostic manuals. The first edition of the 

Diagnostic and Statistical Manual of Mental 

Disorders (DSM-I) in 1952 included seven 

personality disturbances, marking a shift toward a 

structured psychiatric approach. DSM-II (1968) 

refined this framework, influenced heavily by 

psychoanalytic theory, and separated personality 

disruptions from neuroses sharing similar 

nomenclature. Over the subsequent decades, the 

conceptualization of personality disorders evolved 



Khaled Abdullah Mohammed Al-Asmari et.al. 

__________________________________________________________________________________________________________________ 

________________________________________________ 

Saudi J. Med. Pub. Health Vol. 2 No. 2 (2025) 

3093 

toward a more medicalized and categorical model, 

departing from the psychoanalytic lens. This 

transition culminated in the DSM-III (1980), which 

listed eleven distinct personality disorders, 

establishing a standardized classification that 

facilitated diagnosis and research [3]. 

Subsequent editions continued to refine 

diagnostic criteria. DSM-IV (1994) consolidated the 

list into ten personality disorders grouped into three 

clusters: Cluster A (paranoid, schizoid, schizotypal), 

Cluster B (antisocial, borderline, histrionic, 

narcissistic), and Cluster C (avoidant, dependent, 

obsessive-compulsive). Personality disorders were 

defined as pervasive, maladaptive, and chronic 

patterns of thinking, feeling, and behavior, often 

accompanied by distorted perceptions of reality and 

maladaptive coping strategies, leading to significant 

distress or impairment [3][4][5]. The DSM-5 (2013) 

maintained these categorical classifications despite 

consideration of a dimensional five-factor model to 

integrate more nuanced personality traits with 

existing typologies. The manual emphasizes enduring 

behavioral patterns that deviate markedly from 

cultural expectations, are inflexible, begin in 

adolescence or early adulthood, and result in 

functional impairments [1][6]. In recognition of the 

complexity of personality, DSM-5-TR introduced a 

diagnosis of "general personality disorder" for cases 

where a clear categorization is challenging, 

acknowledging the variability and uniqueness of 

personality presentations. Moreover, the DSM-5-TR 

presents an alternative hybrid dimensional-

categorical model in the Emerging Measures and 

Models section, focusing on impairments in 

personality functioning and pathological traits. This 

model integrates traditional categorical diagnosis 

with dimensional assessment, offering clinicians a 

framework to evaluate both severity and the 

qualitative nature of personality pathology. This 

evolution reflects the field’s ongoing effort to balance 

historical classifications with contemporary clinical 

insights and evidence-based approaches. 

Etiology 
The etiology of personality disorders is 

complex, multifactorial, and remains incompletely 

understood due to the limited availability of high-

quality, evidence-based studies specifically 

addressing causation. Current research suggests that 

personality disorders arise from an intricate interplay 

between biological, genetic, psychological, and 

environmental factors. Biological contributions to 

personality development are particularly significant, 

as innate temperament serves as a foundational 

psychobiological characteristic influencing 

behavioral patterns. Temperament is heritable, 

relatively stable over time, and interacts with 

epigenetic and environmental influences to shape 

personality across the lifespan [7][8]. Life 

experiences such as trauma, socioeconomic 

conditions, and early attachment relationships 

modulate these innate tendencies, functioning as 

adaptive etiological factors that influence the 

trajectory of personality development [9][10]. 

Temperament is often characterized by traits 

including harm avoidance, novelty seeking, reward 

dependence, and persistence. Harm avoidance 

reflects a behavioral inhibition in response to 

potential punishment or non-reward. Individuals with 

high harm avoidance exhibit social inhibition, 

caution, shyness, and a tendency to avoid uncertain or 

potentially dangerous situations. Conversely, low 

harm avoidance is associated with maladaptive risk-

taking and is often observed in cluster B personality 

disorders, including antisocial, histrionic, and 

borderline types [11]. Novelty seeking represents the 

propensity to pursue new experiences that may yield 

rewards. Low novelty-seeking behavior is typical in 

clusters A and C, manifesting as social withdrawal, 

stoicism, and inflexibility, whereas high novelty-

seeking is more characteristic of cluster B disorders 

[12]. Reward dependence describes the degree to 

which an individual modifies behavior in response to 

social reinforcement, with low reward dependence 

manifesting as social isolation and diminished need 

for approval or attachment [13]. Persistence, or the 

capacity to maintain goal-directed behaviors despite 

frustration, fatigue, or limited reinforcement, 

influences motivation and resilience; low persistence 

is associated with indolence and irritability [13][14]. 

Genetic factors play a critical role in 

personality disorder development. Twin studies, 

linkage analyses, candidate gene studies, genome-

wide association studies, and polygenic risk analyses 

have consistently demonstrated heritable 

contributions to personality traits and pathological 

behavior patterns, indicating that genetic 

predispositions interact with environmental stressors 

to shape personality pathology [7]. Medical and 

neurological conditions can also influence the 

emergence of personality changes or disorders. 

Pathologies that damage neuronal structures, such as 

traumatic brain injuries, cerebrovascular diseases, 

cerebral tumors, epilepsy, Huntington disease, 

multiple sclerosis, endocrine dysfunctions, heavy 

metal toxicity, neurosyphilis, and acquired immune 

deficiency syndrome (AIDS), are associated with 

secondary personality changes or exacerbation of 

preexisting traits [15]. Psychoanalytic and 

psychodynamic perspectives further elucidate 

etiological mechanisms. Wilhelm Reich’s concept of 

―character armor‖ describes defensive structures that 

develop to mitigate cognitive conflict arising from 

internal impulses and interpersonal anxiety. These 

defense mechanisms vary by personality type; for 

example, individuals with cluster A traits often rely 

on projection, whereas those with cluster B traits may 

demonstrate a broader range of defenses including 

displacement, denial, projection, rationalization, and 

regression [16]. These mechanisms interact with 

temperament and life experiences to influence 
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enduring patterns of behavior, cognition, and affect, 

contributing to the development of personality 

disorders. In summary, the etiology of personality 

disorders involves an interplay of heritable 

temperament traits, genetic predispositions, 

neurobiological vulnerabilities, environmental 

influences, and psychodynamic defense mechanisms. 

The expression of these factors is highly 

individualized, contributing to the heterogeneity 

observed within and across the ten DSM-5 

personality disorders. Understanding these etiological 

components is crucial for social workers, clinicians, 

and allied health professionals to develop tailored 

interventions, anticipate potential risk factors, and 

implement effective strategies for management and 

support. 

 
Fig. 1: Personality Disorders. 

Epidemiology 
Personality disorders represent a significant 

public health concern due to their prevalence, 

chronicity, and impact on individual functioning. 

According to the World Health Organization, 

approximately 6.1% of the general population meets 

criteria for at least one personality disorder [17]. 

Prevalence estimates vary across the three DSM-5 

clusters, with Cluster A disorders, including paranoid, 

schizoid, and schizotypal personality disorders, 

affecting roughly 3.6% of the population. Cluster B 

disorders—antisocial, borderline, histrionic, and 

narcissistic—have an estimated prevalence of 1.5%, 

while Cluster C disorders, which encompass 

avoidant, dependent, and obsessive-compulsive 

personality disorders, affect approximately 2.7% of 

individuals [5]. These figures indicate that 

personality disorders, while not uniformly 

distributed, are a notable contributor to mental health 

burden. Within psychiatric populations, prevalence 

estimates are considerably higher, with up to 30% of 

patients presenting with at least one personality 

disorder. Incarcerated populations demonstrate even 

greater prevalence rates, reflecting associations 

between certain maladaptive behaviors and antisocial 

or impulsive traits common in Cluster B disorders 

[18]. Epidemiological research has also highlighted 

demographic patterns among individuals with 

personality disorders. They are more likely to be 

younger adults, male, unmarried, and of lower 

socioeconomic and educational status [19]. Such 

findings suggest that social and environmental factors 

interact with biological and psychological 

predispositions to influence both the expression and 

recognition of personality pathology. Longitudinal 

studies indicate that the severity and impact of certain 

personality disorders may diminish over time. Some 

disorders, particularly those in Cluster B, can exhibit 

partial self-resolution or reduction in symptom 

severity as individuals age [20]. This dynamic course 

underscores the importance of early identification, 

intervention, and ongoing monitoring to optimize 

outcomes and support adaptive functioning across the 

lifespan. 

Pathophysiology 
The pathophysiology of personality 

disorders remains incompletely understood, largely 

due to the scarcity of high-quality neuroimaging, 

histopathological, and longitudinal studies. Research 

has focused predominantly on Cluster A and Cluster 

B personality disorders, with Cluster C conditions 

receiving relatively little attention. Emerging 

evidence suggests that genetic, neurobiological, and 

neuropsychological factors interact with 

environmental influences to produce the diverse 

manifestations of personality pathology. Cluster A 

personality disorders, including paranoid, schizoid, 

and schizotypal types, share certain characteristics 

with schizophrenia, leading researchers to 

hypothesize a spectrum of schizophrenia-like 

illnesses. Genetic studies have suggested a link 

between schizophrenia and Cluster A personality 

disorders, though the clinical and mechanistic 

understanding of this relationship remains limited 

[21]. Neuroimaging data are sparse, and 

histopathological evidence is largely inferential, 

making it challenging to identify specific structural or 

functional brain abnormalities associated with these 

disorders. Nevertheless, Cluster A disorders are 

characterized by social withdrawal, cognitive 

distortions, and eccentric behavior, which may reflect 

subtle disruptions in neural connectivity and 

information processing. 

Cluster B personality disorders, which 

include antisocial, borderline, histrionic, and 

narcissistic personality disorders, have been more 

extensively investigated. Antisocial personality 

disorder (ASPD) and psychopathy, in particular, have 

been linked to alterations in autonomic nervous 

system functioning. The underarousal hypothesis 

posits that individuals with ASPD exhibit lower 

baseline arousal levels, prompting a need for higher-

intensity stimulation to reach normative arousal 

thresholds. Clinically, this may manifest as increased 

risk-taking, impulsivity, and sensation-seeking 

behavior [22][23]. Supporting evidence includes 

lower resting heart rates, reduced skin conductance, 
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and abnormal event-related potentials on 

electroencephalography (EEG). Approximately 50% 

of individuals with ASPD display EEG abnormalities, 

including increased slow-wave activity [23][26]. 

Structural and functional neuroimaging studies 

further implicate the prefrontal cortex, superior 

temporal cortex, amygdala-hippocampal complex, 

and anterior cingulate cortex in ASPD. Reduced 

prefrontal gray matter has been documented in 

individuals with ASPD compared to controls, 

suggesting deficits in executive control, decision-

making, and behavioral inhibition [28][29]. Smaller 

orbitofrontal cortex volumes have also been observed 

in ASPD and psychopathy, correlating with impaired 

impulse control and moral reasoning. These 

neurobiological findings support models in which 

cortical deficits contribute to the dysregulation of 

subcortical limbic systems, leading to aggressive, 

antisocial, and emotionally detached behaviors. 

Borderline personality disorder (BPD) has 

been examined through neuroendocrine, structural, 

and functional neuroimaging studies. Dysregulation 

of the hypothalamic-pituitary-adrenal (HPA) axis and 

chronic elevation of cortisol have been identified in 

some patients, suggesting heightened stress 

responsivity and impaired emotional regulation [30]. 

Structural imaging shows alterations in the amygdala, 

hippocampus, and medial temporal lobes, with some 

findings associated with histories of childhood 

trauma [31][32]. Functionally, BPD is characterized 

by impaired top-down cortical control over limbic 

structures, resulting in heightened bottom-up 

processing of emotional stimuli [33]. This imbalance 

may explain the exaggerated emotional reactivity, 

impulsivity, and difficulty with interpersonal 

regulation observed clinically. Patients with BPD also 

demonstrate heightened misattribution of negative 

emotions to neutral facial expressions, indicating 

deficits in affect recognition and social cognition 

[34]. Neuropsychological testing reveals impaired 

cognitive flexibility and increased impulsivity, 

although these deficits do not consistently correlate 

with symptom severity [35][36]. Cluster C 

personality disorders, including avoidant, dependent, 

and obsessive-compulsive personality disorders, are 

less well characterized neurobiologically. Obsessive-

compulsive personality disorder (OCPD) shows 

partial overlap with obsessive-compulsive disorder 

(OCD), particularly in the domain of compulsive and 

perfectionistic behaviors. Disruption in serotonergic 

neurotransmission has been proposed as a 

contributing mechanism [37]. Neuroimaging studies 

have revealed abnormalities in prefrontal and limbic 

regions, implicating circuits involved in decision-

making, habit formation, and emotional regulation 

[38]. These preliminary findings suggest that 

maladaptive cognitive rigidity, heightened anxiety, 

and perseverative behaviors in Cluster C disorders 

may arise from subtle dysregulation in neural 

networks mediating executive and emotional control. 

Overall, current understanding of the 

pathophysiology of personality disorders emphasizes 

the interaction between genetic predisposition, 

neurodevelopmental alterations, environmental 

exposures, and neurobiological dysregulation. While 

neuroimaging and physiological studies have 

identified structural and functional anomalies across 

various clusters, findings remain heterogeneous and 

often limited by sample size, comorbidities, and 

methodological differences. Further research 

integrating multimodal imaging, longitudinal cohort 

studies, and molecular genetics is essential to 

elucidate the mechanisms underlying personality 

disorder phenotypes and to guide the development of 

targeted interventions. 

History and Physical 
The clinical evaluation of personality 

disorders requires a comprehensive and 

individualized approach. Presentations are highly 

variable, reflecting the wide spectrum of 

temperament, life experiences, and environmental 

exposures that shape personality development. 

Patients with personality disorders may demonstrate 

maladaptive interpersonal patterns, including holding 

grudges, forming rigid first impressions, poor 

boundaries, or mistrust of clinicians. These factors 

necessitate careful attention to therapeutic rapport, 

trust-building, and maintaining safe professional 

boundaries throughout the assessment. Each 

encounter must be tailored to the patient, considering 

both behavioral patterns and cognitive tendencies that 

could interfere with evaluation and treatment 

engagement. The chief complaint is often a 

manifestation of psychiatric comorbidities or 

sequelae rather than the personality disorder itself. 

Common presenting concerns include depression, 

anxiety, impulsive or self-harming behaviors, mood 

lability, and substance use disorders. Additionally, 

patients may report psychosocial impairments, such 

as difficulties in interpersonal relationships, poor 

academic or vocational performance, and social 

isolation. A detailed history is essential, 

encompassing psychiatric history, medical history, 

social and developmental history, and family 

dynamics. Since personality disorder traits typically 

emerge during adolescence and solidify into 

inflexible patterns in early adulthood, evaluating 

developmental trajectories provides valuable 

diagnostic insight. Assessing the patient’s ability to 

form and sustain relationships with family, friends, 

and romantic partners is critical to distinguishing 

personality pathology from situational or reactive 

behaviors [39][40]. The mental status examination 

(MSE) is central to the assessment of personality 

disorders. Specific findings vary across individuals 

and disorder types but can be systematically assessed 

through the following domains: 

Patients may display eccentric or 

inconsistent clothing choices, reflecting identity 

disturbances. Poor hygiene or grooming can indicate 
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deficits in goal-directed behavior, low persistence, or 

neglect of self-care. Observation includes 

cooperation, social engagement, disinhibition, and 

regression. Attitude descriptions capture interest 

level, shyness, fearfulness, or grandiosity. Eye 

contact is an important metric, often reduced in 

disorders characterized by social withdrawal or 

disinterest. Negative behavioral signs such as 

avolition, asociality, and alexithymia should be 

documented, as they indicate impairment in 

motivation, social engagement, or emotional 

expression. Evaluate the range, intensity, and quality 

of emotional expression. Affective presentations may 

be dysphoric, irritable, euphoric, sad, or emotionally 

constricted, and may fluctuate rapidly in disorders 

such as borderline personality disorder. Speech 

abnormalities can include stereotyped, vague, 

metaphorical, or slowed speech with reduced pitch 

variability. Pauses or disorganized patterns may be 

observed in certain personality profiles, particularly 

schizotypal and borderline personality disorders. 

Assess for delusions, hallucinations, and suicidal or 

homicidal ideation. While hallucinations are 

uncommon in personality disorders and may indicate 

a comorbid psychotic condition, transient paranoid 

ideation or illusions can occur, particularly in 

borderline or schizotypal personality disorders. 

Depersonalization and derealization may also be 

present. 

Documentation should describe 

organization, coherence, and logical flow of thoughts. 

Tangential, loose, or disorganized thinking may be 

observed but typically remains less severe than in 

primary psychotic disorders. Insight into the 

relationship between behavior, affect, and 

interpersonal outcomes is often limited, though some 

individuals may demonstrate awareness of specific 

symptoms without fully appreciating their impact on 

functioning. Impulsivity and impaired judgment are 

frequently present, with severity varying by disorder 

type and individual. Patients with borderline or 

antisocial personality disorders may display high-risk 

behaviors and difficulty regulating impulses, whereas 

avoidant or dependent types may show overly 

cautious or inhibited decision-making [41]. A 

thorough history and mental status examination 

provide the foundation for accurate diagnosis and 

treatment planning. Understanding the patient’s 

developmental history, relational patterns, and 

cognitive-emotional functioning allows clinicians to 

differentiate personality disorders from other 

psychiatric conditions, assess risk, and tailor 

interventions to promote long-term psychosocial 

stability. 

Evaluation 
The evaluation of personality disorders 

requires a comprehensive, longitudinal approach that 

emphasizes patterns of behavior, cognition, affect, 

and interpersonal functioning over time. Diagnosis is 

not typically made based on a single encounter, as 

personality disorders manifest as enduring and 

pervasive traits rather than transient symptoms. 

Clinicians must carefully differentiate personality 

disorders from acute psychiatric conditions, such as 

mood disorders, anxiety disorders, or substance use 

disorders, because overlapping symptomatology can 

obscure the underlying personality pathology. Ideally, 

assessment occurs when acute psychiatric conditions 

are stabilized, as active illness can confound the 

evaluation and lead to misdiagnosis [42]. Personality 

disorders can, however, exacerbate other psychiatric 

illnesses, increasing the risk of hospitalization or 

complicating treatment outcomes [43]. An essential 

consideration during evaluation is the clinician’s 

psychological response to the patient, referred to as 

countertransference. Personality disorders, 

particularly those in Cluster B, may present with 

irritability, impulsivity, aggression, suicidal ideation, 

or self-harming behaviors. These patterns can elicit 

strong emotional reactions in clinicians, potentially 

impairing judgment or therapeutic rapport. 

Recognizing countertransference is critical, as 

unacknowledged reactions can adversely affect 

patient care. Experienced clinicians often use these 

reactions as diagnostic and therapeutic tools, 

reflecting aspects of the patient’s interpersonal style 

or relational patterns that are central to the 

personality disorder [44][45][46][47]. 

While a thorough clinical history is usually 

sufficient for diagnosis, psychological testing can 

supplement the evaluation in complex cases. 

Standardized instruments, such as the Minnesota 

Multiphasic Personality Inventory-2 (MMPI-2) and 

the Rorschach Perceptual Thinking Index, can help 

identify maladaptive personality traits and provide 

additional support for clinical impressions 

[48][49][50]. Nevertheless, the diagnosis of a 

personality disorder relies primarily on the 

integration of multiple information sources, including 

personal and developmental history, collateral 

reports, behavioral observations, and the mental 

status examination. Collateral information, 

particularly from family members, close friends, or 

other healthcare providers, is invaluable for assessing 

patterns of behavior across diverse contexts. Formal 

diagnosis follows criteria outlined in the DSM-5-TR. 

For general personality disorder, an enduring pattern 

of inner experience and behavior must deviate 

markedly from cultural expectations and manifest in 

at least two of the following domains: cognition, 

affectivity, interpersonal functioning, and impulse 

control. The pattern must be inflexible and pervasive 

across personal and social situations, cause clinically 

significant distress or impairment, and be stable over 

time, typically emerging by adolescence or early 

adulthood. Importantly, the pattern cannot be better 

explained by another mental disorder, a substance, or 

a medical condition [6]. The DSM-5-TR also 
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introduces an alternative hybrid dimensional-

categorical model for personality disorder 

assessment. This model emphasizes moderate or 

greater impairments in personality functioning—both 

self and interpersonal—and the presence of one or 

more pathological personality traits. These 

impairments and trait expressions must be stable 

across personal and social contexts, consistent over 

time, and not better explained by other psychiatric or 

medical conditions. This approach provides a 

dimensional perspective, acknowledging that 

personality pathology exists on a spectrum of severity 

rather than solely as categorical diagnoses. The 

model aims to capture the nuanced variations in 

functioning and trait expression that may not be fully 

represented by categorical criteria alone. 

 
Fig. 2: Personality Disorder Testing. 

Evaluation also involves careful functional 

assessment, including interpersonal relationships, 

occupational performance, and social integration. 

Clinicians examine patterns of thought, behavior, and 

affect that contribute to maladaptive functioning. 

Insight and judgment are assessed, as individuals 

with personality disorders often have limited 

awareness of how their behavior impacts themselves 

and others. Cognitive and emotional flexibility, 

impulse control, and coping strategies are evaluated 

to inform both diagnosis and individualized treatment 

planning. Ultimately, effective evaluation requires a 

multidisciplinary and patient-centered approach. 

Combining longitudinal observation, collateral input, 

psychological testing, and structured clinical 

assessment allows for a comprehensive 

understanding of the patient’s personality pathology. 

This understanding is crucial for accurate diagnosis, 

risk assessment, and treatment planning, and it 

informs the selection of interventions designed to 

mitigate functional impairments, reduce symptomatic 

behaviors, and improve overall psychosocial 

outcomes. The DSM-5-TR criteria, alongside the 

alternative dimensional model, provide clinicians 

with a structured framework to guide this complex 

assessment process. 

Treatment / Management 

Effective treatment and management of 

personality disorders require careful attention to the 

therapeutic alliance, which forms the foundation for 

any intervention. Individuals with personality 

disorders often present with behaviors that challenge 

clinicians, including provocation, irritability, 

aggression, or interpersonal manipulation. Such 

behaviors can elicit strong emotional responses from 

clinicians and treatment teams, known as 

countertransference. Recognizing and monitoring 

these reactions is critical, as unaddressed 

countertransference can interfere with clinical 

judgment, compromise therapeutic rapport, and 

negatively affect treatment outcomes. Successful 

management depends on maintaining professional 

boundaries, fostering trust, and consistently 

supporting the patient’s engagement in care [51]. No 

universally accepted treatment algorithm exists for 

most personality disorders. Many patients initially 

present for evaluation or treatment because of 

comorbid psychiatric conditions, such as mood 

disorders, anxiety disorders, or substance use 

disorders. In these cases, addressing the comorbid 

condition is often the first priority, as improvements 

in mood or anxiety symptoms can indirectly support 

the management of underlying personality pathology. 

Pharmacotherapy may be used symptomatically to 

address affective dysregulation, impulsivity, or 

aggression; however, evidence for pharmacologic 

treatment of the core features of personality disorders 

is limited. Currently, no medications are approved by 

the Food and Drug Administration specifically for the 

treatment of any personality disorder. Borderline 

personality disorder remains the exception, as some 

psychotherapeutic modalities demonstrate efficacy in 

reducing self-harm, emotional dysregulation, and 

interpersonal difficulties [51]. 

Treatment goals must be individualized, as 

patients frequently seek intervention not because of 

internal distress but due to pressure from relatives or 

friends who are affected by maladaptive behaviors. 

Clinicians must carefully assess the patient’s 

motivation, capacity for engagement, and specific 

goals to determine the most appropriate approach. 

Interventions are often oriented toward mitigating 

interpersonal conflict, improving emotional 

regulation, and stabilizing psychosocial functioning 

rather than achieving full remission. In cases where 

maladaptive behaviors compromise daily functioning, 

the focus is on practical strategies for navigating 

relationships, managing stress, and enhancing 

adaptive coping [52]. Case management plays a 

critical role in supporting individuals with personality 

disorders, particularly in ensuring continuity of care 

and stability in social determinants of health. Case 

managers assist patients in maintaining stable 

housing, income, and access to medical and mental 

health services. They also facilitate connections with 

social supports, vocational programs, and community 

resources, helping to reduce psychosocial stressors 
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that may exacerbate maladaptive behaviors. 

Coordination between case managers, therapists, 

primary care providers, and psychiatric specialists is 

essential for comprehensive care. Multidisciplinary 

collaboration allows for monitoring behavioral 

patterns, addressing crises effectively, and providing 

education and guidance to both patients and their 

families [53].  

Psychotherapeutic interventions, when 

available, are generally the mainstay of treatment. 

Evidence supports several structured therapies for 

borderline personality disorder, including dialectical 

behavior therapy, mentalization-based therapy, and 

schema-focused therapy. Although high-quality 

evidence for other personality disorders remains 

limited, psychotherapeutic approaches emphasize 

improving emotional regulation, enhancing 

interpersonal effectiveness, fostering self-reflection, 

and modifying maladaptive cognitive and behavioral 

patterns. Even brief, supportive therapy can be 

beneficial if it reinforces coping strategies, promotes 

insight, and provides a consistent therapeutic 

environment. Overall, the management of personality 

disorders is a long-term process that prioritizes 

stabilization, adaptive functioning, and risk 

reduction. Success relies on individualized treatment 

planning, consistent monitoring of both patient 

behavior and clinician responses, and the integration 

of multidisciplinary support systems to ensure 

comprehensive care. Treatment goals must be 

realistic and aligned with the patient’s functional 

needs, with ongoing evaluation to adjust 

interventions as the patient progresses. 

Differential Diagnosis 
Personality disorders present a diagnostic 

challenge because their symptoms frequently overlap 

with other psychiatric conditions. A key factor 

distinguishing personality disorders from episodic 

psychiatric illnesses is the chronicity and 

pervasiveness of maladaptive behaviors. Personality 

disorders typically emerge before early adulthood and 

persist across diverse social and personal contexts, 

displaying inflexibility in thought, emotion, and 

behavior. In contrast, acute psychiatric conditions, 

such as major depressive episodes, manic or 

hypomanic episodes, and anxiety disorders, tend to 

present episodically and fluctuate in severity over 

time [54]. Transient psychotic or paranoid symptoms 

may occur in certain personality disorders, 

particularly borderline, schizotypal, and paranoid 

personality disorders; however, persistent psychosis 

is inconsistent with a personality disorder diagnosis 

[55]. It is important to differentiate personality 

disorders from personality changes caused by 

extreme stress, trauma, or environmental factors, 

including posttraumatic stress disorder. Substance-

related behavioral changes can also mimic 

personality pathology; intoxication, withdrawal, or 

ongoing substance misuse can temporarily produce 

traits that resemble personality disorders. 

Additionally, personality-like changes may result 

from medical conditions that impact neuronal 

integrity or brain function, such as head trauma, 

cerebrovascular events, cerebral tumors, epilepsy, 

Huntington disease, multiple sclerosis, endocrine 

disorders, neurosyphilis, heavy metal poisoning, and 

AIDS [15]. In these cases, the diagnosis of a 

personality change due to a medical condition may be 

more appropriate than a primary personality disorder. 

Clinicians must conduct a comprehensive assessment 

of medical, psychiatric, developmental, and social 

histories to determine whether traits meet criteria for 

a true personality disorder or reflect secondary 

changes from medical or substance-related 

influences. Collateral information from family 

members, teachers, or previous healthcare providers 

is essential to establish baseline personality 

functioning and longitudinal consistency. A careful 

differential diagnosis prevents mislabeling transient 

or medically induced behaviors as personality 

pathology, ensuring accurate diagnosis and guiding 

appropriate management strategies. 

Pertinent Studies and Ongoing Trials 
The conceptualization of personality 

disorders is shifting from the traditional cluster model 

to dimensional models that more accurately reflect 

the spectrum of temperament, defense mechanisms, 

and pathological traits. Dimensional models assess 

personality traits continuously rather than 

categorically, capturing the severity and variability of 

personality pathology across individuals [4]. The 

DSM-5-TR includes an alternative hybrid model that 

integrates both categorical and dimensional 

approaches, evaluating impairments in personality 

functioning and pathological traits. This model 

considers the degree of impairment in self-

functioning (identity and self-direction) and 

interpersonal functioning (empathy and intimacy) 

while also measuring maladaptive personality traits 

such as negative affectivity, detachment, antagonism, 

disinhibition, and psychoticism. Current research and 

ongoing clinical trials aim to refine these dimensional 

approaches, exploring biomarkers, neuroimaging, and 

genetic factors to support more precise diagnostic 

frameworks. Studies investigate correlations between 

trait dimensions and clinical outcomes, including 

treatment response and functional impairment. For 

example, research examining borderline personality 

disorder emphasizes emotional dysregulation, 

impulsivity, and attachment patterns, whereas studies 

of antisocial personality disorder focus on affective 

deficits and neurobiological correlates such as 

prefrontal cortex and amygdala abnormalities. Trials 

also examine the effectiveness of integrated 

psychotherapeutic interventions across trait severity 

levels, supporting individualized treatment planning. 

These studies collectively aim to establish evidence-

based criteria for dimensional assessment, reduce 
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diagnostic overlap, and enhance prognostic 

prediction. As the field evolves, these efforts may 

provide more personalized and effective 

interventions, improve clinical utility, and reduce 

stigma by emphasizing trait-specific impairments 

rather than rigid categorical labels. 

Prognosis 
The prognosis of personality disorders 

varies significantly by disorder type, severity, 

comorbidities, and social support. Borderline 

personality disorder generally demonstrates a fair 

prognosis, with longitudinal studies reporting 

remission rates of approximately 60% over five to 

fifteen years [56]. Despite high rates of symptomatic 

remission, psychosocial functioning often remains 

impaired, highlighting persistent challenges in 

relationships, vocational performance, and quality of 

life. Stability in interpersonal relationships, 

avoidance of stressors, and structured support 

systems contribute to positive outcomes and 

improved functioning. Antisocial personality 

disorder, by contrast, often exhibits severe, enduring 

pathology with lower rates of remission. Among 

patients achieving remission, the mean age is 

approximately 35 years. Predictors of improved 

outcomes include lower baseline symptom severity, 

older age at presentation, stable employment, marital 

attachment, and stronger community integration 

[57][58][59]. Other personality disorders demonstrate 

variable remission trajectories, but evidence is 

limited regarding factors influencing recovery, 

underscoring the need for ongoing longitudinal 

research. Early intervention, psychosocial 

stabilization, and access to supportive treatment 

environments remain critical to improving long-term 

prognosis. 

Complications 
Personality disorders frequently co-occur 

with substance use disorders, although specific risk 

patterns vary across personality disorder types [60]. 

Individuals with personality disorders are at elevated 

risk for suicidal ideation, suicide attempts, and self-

harm, necessitating routine screening and risk 

assessment [61]. Comorbid psychiatric conditions, 

including mood, anxiety, and psychotic disorders, can 

exacerbate maladaptive behaviors and increase 

functional impairment. Interpersonal difficulties often 

compound these risks, contributing to social 

isolation, occupational instability, and family conflict. 

Recognition and proactive management of these 

complications are essential to reduce morbidity and 

mortality. 

Patient Education 
Treatment relies on developing and 

maintaining a strong therapeutic alliance. Clinicians 

should create a safe, supportive environment in which 

patients feel comfortable discussing symptoms and 

psychosocial stressors. Treatment goals should be 

collaboratively defined, focusing on practical 

concerns rather than fundamentally altering the 

patient’s worldview [62]. Family involvement is 

recommended to monitor signs of decompensation, 

provide educational support, and reinforce stable 

social structures [63]. Encouraging patients to utilize 

existing social networks and engage in supportive 

relationships can strengthen resilience and reduce 

maladaptive behaviors. Standardized assessments for 

quality of life and functional capacity may identify 

areas for targeted intervention, promoting adaptive 

coping and long-term psychosocial stability. 

Enhancing Healthcare Team Outcomes 
Diagnosis and management of personality 

disorders require a multidisciplinary approach, 

integrating psychiatrists, psychologists, social 

workers, therapists, and family members. 

Comprehensive evaluation with collateral 

information is essential to avoid misdiagnosis, 

particularly when symptoms first appear in midlife or 

are associated with medical conditions or substance 

use. Including the patient’s perspective and defining 

individualized care goals reduces the risk of 

overmedicalization and iatrogenic harm. 

Collaboration among healthcare team members 

optimizes social and environmental factors, 

contributing to improved stability, functional 

outcomes, and overall quality of care for individuals 

with personality disorders. 

Conclusion: 

Personality disorders constitute a complex 

and heterogeneous group of psychiatric conditions 

characterized by enduring maladaptive patterns that 

significantly impair psychosocial functioning. This 

review highlights the evolution of their 

conceptualization from temperament-based theories 

to the structured, yet increasingly dimensional 

approaches of the DSM-5-TR. Current evidence 

emphasizes that personality disorders arise from the 

interaction of genetic vulnerability, temperament, 

neurobiological dysregulation, environmental 

adversity, and psychodynamic defense mechanisms, 

resulting in diverse clinical presentations across the 

lifespan. Accurate diagnosis requires longitudinal 

assessment and careful differentiation from mood 

disorders, psychosis, substance-related conditions, 

and personality changes secondary to medical illness. 

Standardized diagnostic criteria, supplemented by 

collateral information and psychological testing, 

improve reliability while reducing misdiagnosis. 

Treatment remains challenging, with no universally 

accepted pharmacological cure; instead, structured 

psychotherapies, case management, and strong 

therapeutic alliances form the foundation of effective 

care. Notably, outcomes can improve over time, 

particularly with early identification, stability in 

social determinants of health, and coordinated 

multidisciplinary support. For social workers and 

allied professionals, understanding the etiological, 

clinical, and prognostic dimensions of personality 

disorders is essential for risk assessment, care 

coordination, and client advocacy. Integrating 
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dimensional models with traditional diagnostic 

frameworks offers a promising pathway toward 

personalized, humane, and effective mental health 

care. 
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