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Future directions in personality pathology 

Abstract  

This article suggests two areas of future development in the realm of personality pathology. 

Firstly, a reconceptualization of personality pathology in the context of research evidence 

suggestive of a single model for psychopathology. Recent work on the “p factor”, in 

combination with findings from clinical research, behavior genetics, molecular biology and 

neurobiological models are considered in relation to this reconceptualization of personality 

pathology. Secondly, a cultural-developmental model for personality pathology is proposed, 

based on the Gergely and Csibra’s work on natural pedagogy, Tomasello’s work on joint 

attention and intentionality, and our recent work on epistemic trust and the social-

communicative nature of psychopathology. 
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Introduction 

We will discuss here two main areas of potentially fruitful future development in 

understanding personality pathology and how they might be linked to provide a more 

integrated framework for thinking about personality disorder. The first area involves the 

conceptualization of mental disorder. The second area we would like to explore is a new 

cultural-developmental model for psychopathology that more fully integrates the role of the 

social environment into developmental psychopathology. 
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A singular model of mental disorder 

In thinking about how we categorise mental disorder, and the role of personality disorder 

more particularly within that, we suggest that a model of psychopathology that moves away 

from specific categorical diagnoses and focuses on what may be common to different types 

of mental disorders may be more helpful in capturing the dysfunctions underpinning 

personality disorder. We believe that this approach might more accurately depict the clinical, 

phenotypical and biological reality of personality disorder, rather than excessive reliance on 

the intricate taxonomic system traditionally used [1]. 

The evidence base in support of a general model derives from different research 

domains. The first relates to the clinical difficulties arising from the high frequency of 

comorbidity across psychiatric disorders in general [2,3]. Comorbidity cuts across diagnoses 

and is observed between most symptoms (e.g. [4]). It is notably prevalent in personality 

pathology in particular [5,6*]. If disorders were understood as indicators of latent 

transdiagnostic spectra, comorbidity might more meaningfully be substituted with the 

concept “frequent co-occurrence” [7]. Inconsistent conceptualization and assessment of 

severity is also a clinical problem. Zimmerman and colleagues indicate that we lack agreed 

concepts of severity, both across diagnostic categories and even within disorders [8*]. 

Instead, severity is gauged unevenly in terms of the number, intensity, frequency or 

persistence of symptoms, quality of life, and risk of disability or mortality Does severity 

overlap with what is currently frequently attributed to ‘personality pathology’? By some 

definitions they appear to be loosely coupled constructs, particularly in terms of temporal 

course and the persistence of acute distress.  

The second area of work relevant to the unified model is the emerging literature on 

bifactor modelling of symptoms and diagnoses. Such models assume that all symptoms (or 

diagnoses) are in part determined by a common source of variance – a single factor – and the 
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residual variance may then cluster into factors that resemble diagnostic categories of 

personality disorders or groupings of diagnostic groups (spectral-level factors). Work in this 

area over the past decade by Lahey, Caspi, and others points to the existence of a general 

psychopathology factor – labelled the p factor – which was assumed to exist alongside 

clusters of symptoms grouping into internalizing, externalizing, and psychosis factors 

[9**,10]. Studies across numerous samples in children, adolescents, and adults [11, 12**, 13] 

suggest that the p factor appears to capture an underlying propensity for any kind of 

psychopathology, captured as a global statistic, which is in itself then open to external 

validation. A key study by Sharp and colleagues applied the p factor to understanding 

borderline personality disorder (BPD). In this study, with a sample of 966 inpatients, bifactor 

analysis revealed that once the common symptoms across multiple personality disorder 

diagnoses were accounted for in this way, BPD was best understood as coterminous with the 

general factor that underpins an individual’s level of vulnerability to personality disorder 

symptoms of all kinds, rather than as a separate diagnosis [14*]. In other words, BPD 

symptomatology might be understood as capturing a core common to all other expressions of 

personality disorder. It has further been suggested that BPD might be seen as an expression 

of an individual’s position on the p factor spectrum, associated with greater risk, higher levels 

of comorbidity, and increased symptom severity [15].  

Examining classic questions, such as whether personality disorder disrupts the 

likelihood of successful psychiatric or psychological treatment, may be best studied using 

bifactor analysis. Perhaps the explanation of conflicting results in this area lies in the use of 

diagnoses of individual personality disorders as moderators of treatment outcome rather than 

a global construct of personality dysfunction represented by a general latent factor which 

predicts all indicators of personality disorder. We should note, however, that there have been 

some important critiques of the p factor as a statistical construct. One such position argues 
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that the fact that the same symptoms occur in disorders (for example, irritability are 

symptoms of both depression in adolescence and antisocial personality disorder) may 

generate simply the illusion of a general psychopathology factor. A study, however, that took 

out these common symptoms still observed the general model intact [16]. It has also been 

suggested that nuisance variables – for example, common method variance, shared biases, 

positive or negative halo effects – could explain a general factor. It has also been argued that 

the bi-factor model may appear superior because it more efficiently overfits the data, or it is 

the statistical complexity rather than any substantive properties that generates the appearance 

of a better fit. A further critique is that bi-factor model may only be functioning as a 

mechanism for the reallocation of covariance across indicators rather than actually being a 

novel model [17,18]. Rightly, there are calls for more work to be done to test both specific 

and general dimensions against substantive measures [19,20]. More work, therefore needs to 

be undertaken in this area both clarifying statistical questions and independently validating 

the p factor in order to exclude the potential of incorporating an artefact rooted in method 

being inappropriately incorporated in causal explanations. 

Third, findings from behavior genetics and molecular biology are consistent with a 

common-factor argument. Studies of families and twins tend to show that genetic risk is not 

specific to particular disorders, but is largely a transdiagnostic vulnerability factor [21-24]. In 

terms of etiology, twin studies show that genetic and environmental effects on a general 

factor appear to be roughly equal [25,26]. In family studies, increased relatedness is 

associated with a general increase in risk of mental disorder, given a diagnosis of severe 

mental disorder in a proband (e.g. [27]).  The notion of a general vulnerability to 

psychopathology, regardless of diagnosis, is supported by molecular genetic studies, which 

confirm that phenotypic similarity can be accounted for by concordance at the molecular 

level [28,29]. A genome-wide association study of 25 brain disorders and 17 mental disorders 
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from over 1 million participants revealed that mental disorders shared common variance risks 

[30]. This commonality was less evident for brain disorders –which are normally considered 

neurological – which appear more distinct from each other. Following such indications, 

perhaps we could contemplate a gentle move away from searching for specific causes and 

mechanisms linked with individual disorders before focusing on general vulnerability to 

disorder per se. Identifying common mechanisms of causation across diagnostic groups may 

help establish a new position for personality dysfunction in the etiology of mental disorder.  

Dysfunction of the prefrontal cortex is consistently implicated in transdiagnostic 

neurobiological approaches to psychopathology [31*], with reduced grey matter volume in 

the prefrontal cortex and limbic regions of particular salience [32]. Emerging findings from 

neurobiological research suggest the presence of structural anomalies in grey matter in the 

cerebellum (which has a role in coordinating thought and affect and white matter integrity) 

[33,34] or in the body of the corpus callosum [35,36*]. Neuro-behavioural processes that 

mediate the association between brain and psychological function across disorders and 

irregular cortical connectivity might be an endophenotype of general psychopathology [37]. 

In this spirit we could review common factors not just in pathology but also in the treatment 

of mental disorder, where specificity in terms of either diagnostic entities or treatment 

modalities has turned out to be a poor predictor of therapeutic outcome. 

There is a significant body of research on the strong associations between 

psychopathology and emotion dysregulation [38*]. In general, brain structure, neural 

function, and behavioral evidence converge to suggest that transdiagnostic psychopathology 

in some part stems from emotion dysregulation [39]. This conclusion is greatly strengthened 

by the growing use of emotion-regulation-inspired interventions to treat various kinds of 

mental disorder [40-43]. In particular, third-wave psychological interventions such as 

Dialectical Behavior Therapy (DBT) [44], Acceptance and Commitment Therapy [45], 
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mindfulness-based interventions [46] and the Unified Protocol for Emotional Disorders [47], 

directly target emotion regulation as a component of treatment [48,49].  

 

  A cultural–developmental model of psychopathology 

Focusing solely on the biological roots of personality dysfunction excludes centuries of 

accumulated wisdom concerning the social determinants of mental disorder. The search for a 

likely unifying cause may also bring into a common framework the well-known key risk 

factors associated with individual (e.g., ethnicity), socioeconomic (e.g., low household 

income), family history (e.g., adverse childhood experiences, poor parental mental health), 

and the wider social environment (e.g., homelessness, criminal involvement). If there were a 

common psychosocial cause, a core to personality dysfunction, it would have to be something 

fairly core to the emergence of the human species. One key universal is the culture-making 

capacity of the human mind, bringing with it a sensitivity to social learning and a complex 

social imagination. We suggest that this cultural model might provide some corrective to 

developmental approaches to mental disorder that have inadequately acknowledged the role 

of the wider social environment in creating risk or resilience in relation to mental health 

disorder. 

This thinking originates in Csibra and Gergely’s theory of natural pedagogy [50], and 

the work of Tomasello and colleagues [51,52] on the role of joint attention in human 

cognition and the transmission of culture. Csibra and Gergely have described natural 

pedagogy as a social cognitive adaptation dedicated to ensuring the most effective and 

efficient transfer of culturally relevant knowledge. This adaptation allows humans to transmit 

cultural knowledge – that is, information that is generalizable and regarded as shared, in that 

the expectation is that others belonging to a given social group also possess the same 

knowledge. Natural pedagogy is highly dependent on and sensitive to ostensive cues. 
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Originally described by Bertrand Russell [53] and developed by Sperber and Wilson [54], 

ostensive cues signal the intention of one person to communicate knowledge to another [50].  

Csibra and Gergely found that infants were particularly sensitive to certain behavioral 

signals that alerted the infant to the relevance of a communication aimed at them (e.g., 

establishing eye contact, eyebrow raising, turn-taking contingency, being addressed in 

“motherese” or unfamiliar words [50,55,56]). Infants recognize communicative and 

informative intentions in the cues the informant uses [57*,58]. Having recognized these cues, 

the recipient of a communication can relax their epistemic vigilance, described by Sperber 

and Wilson [54] as a necessary protector against being misinformed. Once trust in a 

communicator (and in the information they seek to communicate) has been established, 

humans are open to internalize and assimilate the knowledge offered by the communicator, in 

order to take in the complex and sophisticated cultural knowledge required to navigate the 

social environment [59-61].   This work also builds on Vygotsky’s account of how children 

learn within interpersonal relationships that scaffold learning and provide opportunities for 

practice. Through internalization and representation, these skills bed down as established 

social and cultural knowledge [62]. 

Throughout the course of life, humans are highly responsive to ostensive cues that 

stimulate epistemic trust. Any action that involves a communicator recognizing a listener as 

being agentive acquires this ostensive quality, and potentially primes the listener to adopt an 

attentional state to subsequent communications. The learning system envisioned by Csibra 

and Gergely [50] for the transmission of cultural knowledge is triggered by the experience of 

mutual recognition of intent. Mentalizing (or reflective functioning), which involves the 

recognition of the other’s agency and interest in their mind, operates as a form of ostensive 

signalling, establishing a shared intentional structure in learner-directed actions and 

triggering the learning system that Gergely and Csibra describe. We have argued that 
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mentalizing is important because it is such a powerful cue for the opening of epistemic trust 

that is needed for individuals to benefit fully from opportunities to learn from others about 

the world in general and their social world in particular [15,63-65]. The key to keeping the 

learning channel open is the experience of self-recognition that enables genuine learning 

from the communicator This self-recognition occurs through identifying how one is seen by 

the other, and appreciating that the other person’s perception of oneself is congruent with 

one’s own. This congruence creates what we have called an “epistemic match” and it leads to 

opening of the channel for efficient social communication – making social learning, affect 

regulation, and flexible and adaptive social functioning more possible.    

This thinking emphasizes the highly interpersonal nature of the process by which 

epistemic trust is created and sustained. In terms of developmental psychopathology, one 

implication is that if an infant has caregivers who are not reliably responsive or able to 

recognize what is meaningful and relevant to the infant, this can undermine the infant’s 

development of epistemic trust. Early adversity, severe neglect, or maltreatment – perhaps the 

most generally agreed transdiagnostic cause of mental disorder – may arguably be the most 

damaging way in which social learning is disrupted. Such experiences involve exposure to an 

extreme “epistemic mismatch”, or even epistemic conflict, in which a child’s knowledge of 

the world – the physical and emotional data of their own experience – is not only 

unrecognized by the caregivers but also actively denied, repudiated, or punished. In these 

circumstances, a child might close down their instinct for social learning as an adaptation to a 

social environment that cannot be trusted as a reliable source of information.   

Two conclusions would follow from this line of argument. First, we would anticipate 

that adversity, or more specifically relational trauma such as severe neglect or abuse, would 

generate problems of adaptation in a learning context. We suggest that personality pathology 

might be more accurately understood as reflecting the breakdown in social communication 
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that arises from an entrenched breakdown in epistemic trust. Specifically, we would predict 

that the mechanism of learning about oneself from others is disrupted following a traumatic 

experience. Therefore, we would anticipate that the capacity for mentalizing would be limited 

by a history of adverse interpersonal experiences, at least in some individuals. Second, we 

would anticipate an inevitable repetition of traumatic experience in the children of 

individuals who have been traumatized. 

Evidence is accumulating that the capacity for orienting effectively to the mental state 

of others is dramatically reduced following adversity. For example, it is well known that 

children with a history of early life stress, particularly neglect or abuse, struggle to recognize 

emotional facial expressions, and the degree of their inaccuracy predicts their general social 

competence [66,67]. Adolescent girls with a diagnosis of BPD have been shown to need 

more perceptual information than those without such a diagnosis in order to accurately judge 

simple facial expressions of happiness and anger [68]. We have recently systematically 

reviewed the literature on the impact of trauma on the development of social cognition 

[69**]. In particular, complex trauma (i.e., early negative life experiences involving neglect 

and/or abuse, typically within an attachment/caregiving context) can lead to mentalizing 

impairments, often in the form of strongly biased mentalizing, hypersensitivity to the mental 

states of others, a defensive inhibition of mentalizing, or a combination of these features (for 

reviews, see [70,71]).  

Until now, we have considered mentalizing impairments as an indication of the 

impact of trauma on cognitive functioning [72-74]. It may more accurately be seen as an 

adaptation to the social environment. In such circumstances it may be a better strategy to 

regard communications from others as irrelevant, suspect, or misleading. The problem with 

such a strategy is that in the longer term, the individual is unable to reap the full benefits of 

social learning. Access to other qualities of the social environment that normally support 
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psychological resilience in the face of challenges – such as being able to seek and receive 

help, having a social network, or being open to change – is potentially lost. We have 

emphasized the role of early adversity here, but for anyone, operating in a nonmentalizing 

system (whether the family environment or a hostile social environment or institution) takes a 

toll on psychological resilience because it precludes the kind of epistemic congruence that 

underpins the protective factors of adaptive flexibility and a regulated sense of self and of 

self-in-relation-to-others. This approach suggests that disruptions in epistemic trust are 

central features of most severe psychopathologies and argues that re-establishing epistemic 

trust may be the core common factor behind most effective psychological therapies, allowing 

the existence of a therapeutic alliance and subsequently facilitating the re-emergence of 

social learning [15,63,65].  

Beyond adversity, many other cultural influences on personality function could be 

mediated by systemic epistemic mistrust. Seeing personality functioning as overlapping with 

social connectedness is not a new idea, but linking in the mechanism of social learning and 

social communication offers a new angle on this issue. From this perspective, personality 

disorder is less a disorder than an adaptation gone awry through its entrenchment, which is 

mistaken for a characteristic of personality as it entails a certain rigidity – that is, a failure to 

respond appropriately to changing social circumstances. The attribution to character may be 

an understandable misattribution. At the core of personality dysfunction is a failure of trust in 

new knowledge that is conveyed in social communication. Social conditions associated with 

personality dysfunction may impact on an individual by creating a tendency for epistemic 

hypervigilance and distrust, closing internal channels of social learning and social 

connection, leaving the individual vulnerable to the pressures and strains of the social 

environment. This line of thinking has been actively elaborated by social network theorists 

advancing a set of concepts that elaborate specific features about how individuals are 
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connected [75,76]. This is a relatively recent domain within quantitative social science, which 

has generated impressive mathematical models of social influence. There is accumulating 

evidence that mental health (e.g. suicidal ideation [77]), wellbeing (e.g. alcohol consumption 

[78]), and aspects of function pertinent to mental health (e.g. being a victim of violence) are 

strongly influenced by an individual’s position and proximity of contact with or separation 

from effective social influence. Mathematical models of social networks can guide 

interventions [79] and address developmental vulnerabilities or openness to social influence. 

The potential reach, as well as feasibility and likely acceptability, of interventions motivated 

by social network theory may be a fruitful avenue in the study of personality function. 

 

Conclusion 

The developmental, dimensional approach that we have described here as a possible future 

direction for thinking about personality pathology leaves us with immediate suggestions 

about the treatment of PD. In particular, our emphasis on the developmental origins of PD 

and the role of the social environment in supporting resilience or increasing risk suggests that 

we need to think more actively about engaging with the treatment and management of 

personality pathology in adolescents. There has traditionally been some (understandable) 

concern about the dangers of labelling and stigma in relation to diagnosing PD in adolescents. 

We suggest however, that these worries perhaps reflect clinicians’ anxieties and perceptions 

around the concept of PD, rather than those of the young people themselves, who are in most 

cases more concerned with finding the help and support they require and deserve.  The work 

of the Global Alliance for the Prevention and Early Intervention for BPD (GAP) is an 

example of a programme to encourage early detection and prompt intervention for 

personality pathology.  Working with families to provide ongoing support and with different 

agencies to develop knowledge and understanding, GAP provides a step on a path leading us 
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in the right future direction to create a social environment – at least clinically – that can best 

support vulnerable young people.  

The issues that discussion of BPD in adolescence provokes around finding the 

appropriate balance between concerns about diagnosis and its implications and the need for 

timely support and intervention brings us back to the p factor and the value of approaching it 

from a developmental perspective. Some of the hesitation around diagnosing BPD or even 

PD in adolescence arises from the frightening and reifying prospect it presents for an 

individual and their families to consider. Those with BPD, particularly in its more severe 

forms, face encountering high levels of distress and the need for high levels of support and 

treatment. We would like to emphasise that by thinking of such a diagnosis within the context 

of the p factor idea allows us to integrate facing the difficult reality of severe symptomology 

alongside a capacity to anticipate ebb and flow in relation to disorder. An individual may 

well have the same underpinning p factor vulnerability – as an outcome of a confluence of 

genetic vulnerability and developmental experience – but the playing out of that vulnerability 

across the life course is highly variable and contingent on external stressors and, critically, 

the presence or absence of support at particular stages. Individuals with PD have traditionally 

been regarded as particularly difficult to help; we now know that there are effective 

psychosocial treatments. We suggested above that vulnerability to pathology is an outcome of 

human cultural-cognitive capacities; the converse of this is such capacities have also given us 

the means to provide social scaffolding to our conspecifics.  It may be the provision of that 

social scaffolding that the therapeutic armamentarium of PD most urgently needs. 
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Highlights  

•  A singular model for psychopathology will inform future directions for 

conceptualizing personality pathology.  

•  Understanding the development of and improving treatments for personality 

disorder will benefit from stronger integration of the impact of the wider social 

environment on psychopathology.  

•  Recent research on cultural transmission and social communication and learning 

can inform a more integrated approach to the development and treatment of 

personality disorder.  

 


