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This study aimed to examine the associations between personality traits, structural features of 
borderline personality organization, and depressive symptoms, and to test whether borderline 
organization dimensions mediate the links between healthy personality traits and depressive 
symptoms. An online survey was conducted with 709 participants (M age = 29.6; 67.6% female) who 
completed the Patient Health Questionnaire-9 (PHQ-9), the Borderline Personality Inventory (BPI), and 
the Big Five Markers Questionnaire (IPIP-BFM-50). Data were analyzed using Pearson’s correlations 
and a generalized linear model (GLM) approach for multiple mediation analysis, controlling for gender. 
Level of depressive symptoms was strongly associated with lower levels of adaptive personality traits 
and higher levels of structural features of borderline personality organization. Mediation analyses 
revealed that primitive defenses and fear of fusion consistently mediated the relationships between 
most personality traits (especially emotional stability) and depressive symptoms, underscoring 
their central role as indirect pathways of vulnerability. These findings highlight the central role of 
low emotional stability and associated structural features of borderline personality organization—
particularly primitive defenses and fear of fusion—in shaping depressive symptoms, emphasizing key 
clinical targets for intervention.
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A growing body of research has examined the links between personality traits—both normal and maladaptive—
and various forms of psychopathology. While many studies have focused on associations between traits and 
personality disorders (PDs)1, others have investigated their relationship with such disorders as depression, anxiety, 
and substance use2–4. Importantly, the association between PDs and emotional disorders is well established and 
reflects not only the high rates of comorbidity between these conditions but also the growing recognition of 
the importance of routinely assessing personality functioning in individuals with symptom disorders, given 
its known impact on treatment outcomes5–7. However, the directionality of the relationship between PDs and 
symptom disorders remains complex. Research on the association between PDs and depressive symptoms 
has shown that individuals with PDs frequently experience mood-related symptoms, including depression8, 
while patients diagnosed with depression often meet criteria for a comorbid PD—most commonly borderline 
personality disorder9–11. Some studies suggest that affective disorders—particularly recurrent depressive 
episodes—may precede or contribute to the development of BPD8,12, while others indicate that BPD itself may 
predict the onset or exacerbation of depressive symptoms13. These ambiguities may stem from shared etiological 
mechanisms. Beatson and Rao14 argue that the episodic nature of depression in individuals with borderline PD, 
combined with overlapping risk factors—such as emotional dysregulation, neuroticism, and early trauma15–18—
may blur diagnostic boundaries and complicate differential diagnosis.
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Personality traits and their relation to psychopathology
The introduction of the Five-Factor Model (FFM) enabled the description of personality through five broad 
domains: neuroticism (vs. emotional stability), extraversion, openness to experience, agreeableness, and 
conscientiousness. These traits are considered relatively stable across time19, with their developmental course 
generally predictable and shaped by both genetic and environmental influences20–22. These traits are not 
only key determinants of psychological functioning across various life domains23 but are also closely linked 
to mental health conditions, including personality disorders and symptom disorders (emotional disorders). 
Notably, neuroticism has been proposed as a transdiagnostic factor24, positively associated with a wide range of 
psychiatric disorders3, and regarded as a general vulnerability marker for psychopathology, including depressive 
disorders (e.g., 4,25). In personality disorders, a typical trait configuration often includes elevated neuroticism and 
reduced conscientiousness and agreeableness26. The clinical relevance of personality traits is further emphasized 
in dimensional diagnostic systems such as the Alternative Model for Personality Disorders (AMPD), where 
Criterion B—maladaptive traits—is conceptualized as a pathological variant of the Big Five domains.

Empirical research supports the clinical relevance of personality traits in emotional disorders, especially 
depression. Cuijpers et al. 2, in a large study of 640 outpatients, found that while personality traits significantly 
differentiated individuals with mood and anxiety disorders from the general population, differences between 
specific diagnoses were minimal; instead, neuroticism and agreeableness were most strongly associated with the 
level of comorbidity, suggesting that personality traits may reflect a general vulnerability rather than disorder-
specific patterns. Additional studies on the Five-Factor Model confirm the robust link between high neuroticism 
and depressive symptoms3,27. Complementing this, research on maladaptive traits has further clarified these 
associations. Gioletti and Bornstein’s28 meta-analysis confirmed that they significantly predict symptom 
disorders, with the strongest associations observed for Negative Affectivity and Detachment. Other studies 
have demonstrated that maladaptive traits mediate the relationship between early adversity and internalizing 
symptoms29 and are linked to cognitive vulnerabilities for depression, anxiety, and obsessive-compulsive 
symptoms30. Further findings indicate strong associations between depressive symptoms and internalizing 
traits—especially elevated Negative Affectivity (or Neuroticism) and Detachment—while other traits like 
Disinhibition (or low Conscientiousness), Psychoticism, and Antagonism show weaker but noteworthy links to 
emotional disorders31,32.

While trait-based models of personality have advanced our understanding of psychopathology and clinical 
assessment, several limitations of this approach have been highlighted33. Clinical interventions typically do 
not focus on traits in isolation, but rather on the triggers and contextual factors that cause a predisposition 
to manifest as maladaptive behavior. This highlights the importance of evaluating not only the intensity of a 
trait itself but also the mediating factors that may shape its potential clinical manifestation. This principle is 
emphasized in the ICD-11 model of personality disorders34, where the assessment of maladaptive traits is only 
diagnostically meaningful if the individual meets the threshold for impaired personality functioning.

Personality organization as a mediator of the relationship between personality traits and 
depression
Personality organization is a psychodynamic construct used to conceptualize the level of personality functioning 
within dimensional models of personality disorders, rooted in Kernberg’s object relations theory35,36. Previous 
work has highlighted the close theoretical and clinical connections between object relations theory and the DSM-
5 Alternative Model for Personality Disorders, noting considerable overlap between the domains of functioning 
defined in Criterion A of the AMPD and those emphasized in the concept of personality organization35. While 
the AMPD and other dimensional models of PD, such as ICD-1134, provide a descriptive trait-based dimensional 
framework, the object relations approach offers a structural theoretical context for understanding and assessing 
personality disorders. In object relations theory, personality is seen as a dynamic integration of behavioral 
patterns and internal experiences, shaped by internalized representations of self–object relations37,38. Central 
to this model is the concept of personality organization, which spans a continuum from healthy to severely 
impaired structural functioning. This framework conceptualizes personality structure along key dimensions: 
identity integration, predominant defense mechanisms, reality testing, object relations, and moral functioning. 
Each level of personality organization is associated with a distinct style of emotional regulation and specific 
symptom expression. Higher levels, characterized by neurotic defenses such as repression, tend to produce 
rigid but stable functioning that may be linked with persistent depressive or anxiety symptoms37. In contrast, 
lower levels rely on primitive defenses (e.g., splitting), which distort internal and external reality, contributing to 
more severe affective instability and depressive episodes, especially under stress or decompensation that may be 
followed by self-harm, suicidal ideation, or acting-out behaviors37,39. Thus, personality organization dimensions 
are critical factors in understanding the severity and phenomenology of depressive symptoms across individuals. 
Indeed, research supports the clinical relevance of this model not only in the context of personality disorders 
but also in emotional disorders: structural aspects of borderline personality organization have been shown to 
correlate with the severity of depressive symptoms in individuals with PDs39–42, anxiety in general and clinical 
populations5–7, as well as with general psychological distress and level of mentalizing43,44.

Within contemporary personality psychology, adaptive trait models offer a descriptive account of stable 
dispositional tendencies, while psychodynamic theories—particularly Kernberg’s model of personality 
organization—provide a structural framework for understanding the underlying mechanisms that shape 
personality functioning and psychopathology. Empirical studies directly examining the relationship between 
adaptive FFM traits and structural features of personality organization remain scarce. Available findings indicate 
a coherent pattern of associations: lower identity integration, poorer object relations, and a greater reliance on 
primitive defenses are linked with higher Neuroticism and lower Agreeableness and Conscientiousness, whereas 
Extraversion and Openness show little to no association45. These relationships, typically of low to moderate 
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strength, suggest that adaptive traits covary with structural functioning but remain conceptually distinct 
constructs. Parallel lines of research have examined maladaptive trait domains (as defined in the DSM-5 AMPD 
and ICD-11 models) in relation to personality organization; however, these studies are few and have yielded 
weak and heterogeneous correlations46 This gap underscores the need to investigate how adaptive personality 
traits may contribute to vulnerability toward psychopathological outcomes through their links with structural 
aspects of personality functioning.

In Kernberg’s extension of object relations theory, emotional reactivity is viewed as part of a broader 
temperamental disposition that constitutes a biological foundation of personality organization47. From this 
perspective, variations in affective reactivity influence how individuals respond to internal and external stimuli, 
including their emotional thresholds38. High emotional reactivity may contribute directly to depressive symptoms, 
but it may also hinder the development of integrated personality structures. For instance, it can prevent the 
resolution of primitive defenses such as splitting and obstruct the formation of stable, positive internal object 
relations, both of which are protective against depressive vulnerability. This suggests that depressive symptoms 
may arise not only from personality traits but also through impaired personality organization. Individuals with 
lower levels of personality organization may be more vulnerable to depression due to structural deficits shaped 
by emotional reactivity. This psychodynamic view highlights the need to assess both traits and personality 
organization when understanding depressive symptoms and supports the hypothesis that structural deficits in 
personality organization may serve as a pathway through which low emotional stability and other adaptive traits 
translate into depressive symptomatology.

Current study
This study has two main aims: (a) to replicate the well-established associations between personality traits (trait-
level dispositions) and depressive symptoms, and (b) to test whether structural features of borderline personality 
organization (reflecting personality-structure functioning rather than symptoms) mediate the relationships 
between adaptive personality traits and depressive symptoms. To date, no studies have comprehensively examined 
these variables together as a unified set of factors linked to depressive symptoms within the object relations 
clinical framework, which suggests that core personality traits, especially emotional instability (neuroticism), 
lay the foundation for the development of structural impairments that elevate depression risk. This integrated 
perspective provides a more complete picture of personality-based risk factors for depressive symptoms. We 
hypothesize that lower levels of adaptive personality traits (emotional stability, agreeableness, conscientiousness, 
intellect, extraversion) and higher levels of structural features of borderline personality organization (primitive 
defenses, identity diffusion, fear of fusion, impaired reality testing) will be associated with increased depressive 
symptoms. We also expect that the link between adaptive personality traits, particularly emotional (un)stability, 
and depressive symptoms will be mediated by these structural mediators (BPI dimensions reflecting borderline 
personality organization; see Fig.  1). This mediation hypothesis reflects the idea that borderline personality 
structures, shaped by constitutional predispositions and environmental influences, act as key mechanisms 
through which personality traits translate into depressive symptoms. Testing these unique mediating roles of 
Kernberg’s structural dimensions of borderline personality organization is a novel and exploratory aspect of this 
study. It clarifies which aspects of structural features of borderline personality organization, rooted in core traits, 
pose the greatest risk for heightened levels of depressive symptoms and thus merit targeted psychotherapeutic 
interventions.

Methods
Participants and procedure
The study involved 709 participants (gender: n = 479 women, n = 215 men, n = 15 others) from the general 
population, aged between 18 and 81 years (M = 29.6, SD = 12.1, Md = 24) (see more in Table 1). Participants were 
recruited between December 2024 and April 2025 as part of a broader research project focused on the validation 
of The Splitting Index. Recruitment was conducted through publicly available online announcements and social 
media posts published on the official websites of the university faculty and the research laboratory leading the 
project. The recruitment posts and study materials were prepared and distributed by the research team members. 
The study link was shared in local community groups and national online forums for individuals who self-
identified as experiencing psychological difficulties. Examples of such groups included city-based community 
networks and online forums dedicated to mental health and psychological well-being. In addition, participants 

Fig. 1.  Model of the relationship between adaptive personality traits and depressive symptoms, considering the 
mediating role of Kernberg’s structural dimensions of borderline personality organization.
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were encouraged to share the link further using a snowball sampling approach. The sample was voluntary and 
based on convenience sampling. Participation began with providing informed consent, followed by completing 
a short demographic questionnaire and a set of self-report measures, which took approximately 20 min. The 
study was conducted in accordance with the Declaration of Helsinki and relevant institutional guidelines. The 
research protocol was reviewed and approved by the Ethics Committee at Adam Mickiewicz University in 
Poznań, Poland (Opinion No. 4/12/2024, issued on 10 December 2024). All participants provided informed 
consent prior to taking part in the study. All research activities described in this manuscript were conducted 
in accordance with the Declaration of Helsinki and applicable ethical guidelines and regulations for research 
involving human participants.

Measures
 The Patient Health Questionnaire-9 (PHQ-948; Polish adaptation49 was used to assess the level of depressive 
symptoms (the experience of symptoms characteristic of depression that interfere with daily functioning). 
The PHQ-9 consists of nine items that correspond to DSM-IV and DSM-5 diagnostic criteria for depression. 
Participants rated the frequency of each symptom over the past two weeks on a four-point scale (0 = not at all, 
1 = Several days, 2 = More than half the days, 3 = nearly every day). In both the Polish validation study and the 
current study, the internal consistency was high (α = 0.87). Example items include: “Feeling down, depressed, or 
hopeless” and “Feeling tired or having little energy.”

 The Borderline Personality Inventory (BPI50; Polish adaptation51; Soroko et al.52) was used to assess the 
structural dimensions of borderline personality organization reflecting Kernberg’s object relations theory37. The 
BPI includes subscales that correspond to core structural domains—identity diffusion, primitive defenses, reality 
testing, and fear of fusion (fear of intimacy). It consists of 53 yes/no statements. Example items include: “My 
feelings towards other people quickly change into opposite extremes (e.g., from love and admiration to hate 
and disappointment)”, „If a relationship gets close, I feel trapped.”, „People often appear to me to be hostile.” 
The Borderline Personality Inventory (BPI) assesses intrapsychic structural features of borderline personality 
organization (e.g., identity diffusion, primitive defenses, and reality testing). Although some items refer to 
psychopathological experiences, the instrument does not measure clinical symptomatology but rather structural 
aspects of personality functioning. In this study, the full scale showed excellent internal consistency (α = 0.90), 
with subscale alphas ranging from 0.68 (fear of fusion) to 0.78 (identity diffusion). The questionnaire has 
demonstrated high validity in previous studies.

The Big Five Markers Questionnaire from the International Personality Item Pool (IPIP-BFM-50;53; Polish 
adaptation:54) was used to assess five personality factors: extraversion, agreeableness, conscientiousness, 
emotional stability (conceptually analogous to neuroticism in the NEO-PI-R), and intellect (comparable to 
openness to experience). Cronbach’s α coefficients for the subscales ranged from .77 to .88 in prior studies, and 
from .79 to .91 in the present study. The questionnaire comprises 50 items rated on a five-point Likert scale 
(1 = very inaccurate, 5 = very accurate). Example items include: “I change my mood a lot”, "I get chores done right 
away" and “I don’t mind being the center of attention”.

Data analysis
The distribution of variables was assessed using the Shapiro–Wilk test, skewness values, and visual inspection 
of histograms. Most variables approached normality, with Shapiro–Wilk statistics ranging from 0.90 to 0.99. 
An exception was the BPI IRT score (SW = 0.50), although the absolute values of skewness for all variables 
remained within acceptable limits (below |1.0|). Five univariate outliers were identified but retained, as they 
did not substantially affect the results. The data were analyzed using a correlational-regression framework. To 
examine general associations, pairwise Pearson’s r correlations were calculated for all variables, using a large 
sample size and bootstrap resampling (5000 iterations) to address potential skewness and to provide confidence 

Variable Category n %

Gender Women 479 67.6

Men 215 30.3

Other 15 2.1

Education < Secondary 27 3.8

Secondary 335 47.2

Higher 347 48.9

Place of residence country 132 18.6

< 50k 96 13.5

50–200k 84 11.8

200–500k 106 15

> 500k 291 41.0

Psychiatric care Yes 154 21.8

Psychotherapy Yes 144 20.0

Pharmacotherapy Yes 160 22.7

Table 1.  Demographic characteristics of the sample (N = 709).
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intervals for the correlation coefficients. Gender differences were assessed with Student’s t-tests for independent 
samples, accompanied by Cohen’s d effect size estimates and 95% bootstrap confidence intervals (5000 trials), 
addressing potential imbalances due to the overrepresentation of women. Because men and women significantly 
differed in all study variables, except for extraversion (IPIP) and the reality testing (BPI) dimension of personality 
pathology, multiple mediation analyses (GLM Mediation Model) were conducted to examine the hypothesized 
pathways from personality traits to depressive symptoms. In these models, depressive symptoms (PHQ_9) 
served as the dependent variable; personality traits (IPIP) as independent variables; and structural features of 
borderline personality organization (identity diffusion, primitive defenses, reality testing, and fear of fusion) 
as simultaneous mediators. Potential common method bias was evaluated using both Harman’s single-factor 
test and the full collinearity VIF approach55,56. No substantial bias was detected. Moreover, gender (male vs. 
female) was included as a binary control variable. Accordingly, fifteen participants who identified as non-binary 
were excluded from all analyses involving gender, resulting in a final analytic sample of 694 cases. Furthermore, 
although the cross-sectional design precludes definitive causal inferences, this analytic approach was justified 
by the theoretical assumption that core personality traits precede the development of personality pathology, 
which in turn contributes to the development of depressive symptoms. This framework is consistent with object 
relations clinical theory, which posits that maladaptive personality structure (e.g., primitive defenses, identity 
diffusion) emerges in interaction with emotional reactivity-based personality traits and shapes vulnerability to 
depressive symptomatology. All analyses were conducted using Jamovi version 2.4.8.

Results
Associations between personality traits, personality organization dimensions, and 
depressive symptoms
Pearson’s r correlation coefficients (see Table 2 for the full matrix) showed that the level of depressive symptoms 
was associated in line with the proposed hypotheses: it was positively correlated with all dimensions of 
(pathological) personality structure and negatively correlated with each of the adaptive personality traits. The 
strongest observed correlations were between depressive symptoms and emotional stability (IPIP_ES) (r = − .68, 
p < .001), primitive defenses (BPI_PD) (r = .68, p < .001), identity diffusion (BPI_ID) (r = .59, p < .001), and fear 
of fusion (BPI_FF) (r = .57, p < .001). A moderate positive association was also observed between depressive 
symptoms and reality testing (BPI-RT) (r = .33, p < .001). In contrast, the weakest significant association was 
found between depressive symptoms and intellect (IPIP_I) (r = − .12, p < .05). Furthermore, moderate negative 
correlations were observed between depressive symptoms and both agreeableness (IPIP_A) (r = − .21, p < .001) 
and conscientiousness (IPIP_C) (r = − .27, p < .001). Overall, these results underscore a consistent pattern in 
which higher levels of depressive symptoms are linked to lower levels of adaptive personality traits and higher 
levels of structural features of borderline personality organization. The structural features themselves showed 
low to strong positive correlations with each other, while the personality traits also demonstrated generally low 
to moderate intercorrelations, reflecting the interconnectedness of these constructs within the broader spectrum 
of personality and psychopathology.

Variable M(SD) PHQ-9 IPIP-E IPIP-A IPIP-C IPIP-ES IPIP-I BPI-ID BPI-PD BPI-RT

Depressive 
symptoms PHQ_9 10.41 (6.35) –

Extraversion IPIP_E 30.46 (9.40) − 0.37** [− 0.43, 
− 0.31] –

Agreeableness 
IPIP_A 38.63 (6.31) − 0.21** [− 0.28, 

− 0.13]
0.39*** [0.33, 
0.45] –

Conscientiousness 
IPIP_C 34.30 (7.55) − 0.27*** 

[− 0.34, − 0.20]
0.08* [0.01, 
0.16]

0.15*** [0.07, 
0.22] –

Emotional Stability 
IPIP_ES 26.21 (7.21) − 0.68*** 

[− 0.72, − 0.64]
0.37*** [0.30, 
0.43]

0.20*** [0.12, 
0.27]

0.23*** [0.16, 
0.30] –

Intellect IPIP_I 37.04 (6.71) − 0.12** [− 0.20, 
− 0.04]

0.35*** [0.28, 
0.41]

0.22*** [0.14, 
0.30]

0.03 [− 0.05, 
0.10]

0.12** [0.05, 
0.19] –

Identity Diffusion 
BPI_ID 3.42 (3.00) 0.59*** [0.53, 

0.64]
− 0.25*** 
[− 0.32, − 0.18]

− 0.14*** 
[− 0.21, − 0.07]

− 0.26*** 
[− 0.32, − 0.19]

− 0.57*** 
[− 0.61, 
− 0.52]

− 0.03 
[− 0.11, 
0.04]

–

Primitive Defenses 
BPI_PD 2.47 (2.15) 0.68*** [0.64, 

0.71]
− 0.37*** 
[− 0.43, − 0.30]

− 0.28*** 
[− 0.35, − 0.21]

− 0.26*** 
[− 0.33, − 0.19]

− 0.71*** 
[− 0.74, 
− 0.67]

− 0.12** 
[− 0.19, 
− 0.05]

0.70*** 
[0.66, 
0.74]

–

Reality Testing 
BPI_RT 0.39 (0.90) 0.33*** [0.26, 

0.40]
 0.05 [− 0.12, 
0.02]

− 0.06 [− 0.14, 
0.02]

− 0.17*** 
[− 0.25, − 0.10]

− 0.26*** 
[− 0.32, 
− 0.20]

0.01 
[− 0.08, 
0.09]

0.52*** 
[0.45, 
0.58]

0.41*** 
[0.35, 
0.48]

–

Fear of Fusion 
BPI_FF 2.38 (2.09) 0.57*** [0.52, 

0.62]
− 0.30*** 
[− 0.37, − 0.23]

− 0.28*** 
[− 0.35, − 0.21]

− 0.25*** 
[− 0.32, − 0.18]

− 0.49*** 
[− 0.54, 
− 0.44]

− 0.05 
[− 0.13, 
0.02]

0.62*** 
[0.57, 
0.67]

0.60*** 
[0.55, 
0.65]

0.31*** 
[0.23, 
0.38]

Table 2.  Pearson’s r correlation matrix for the studied variables with 95% confidence intervals for the 
correlation coefficient (N = 709).  Values are Pearson correlation coefficients (r) with 95% confidence intervals 
in brackets. Significance levels: *p < .05; **p < .01; ***p < .001.
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Differences between male and female participants in personality traits, structural features of 
borderline personality organization, and depressive symptoms
Gender differences were examined in the intensity of personality traits, structural features of borderline 
personality organization, and depressive symptoms. Only participants identifying as male or female were 
included in these analyses, and percentile bootstrapping (5000 trials) was used to account for the unequal group 
sizes. Results revealed small yet consistent gender differences in depressive symptoms, personality functioning, 
and trait dimensions, as shown in Table 3.

Structural features of borderline personality organization as mediators of the relationship 
between personality traits and depressive symptoms
To examine how structural features of borderline personality organization (identity diffusion, primitive defenses, 
reality testing, and fear of fusion – BPI_ID, BPI_PD, BPI_RT, BPI_FF) mediate the relationship between 
personality traits and depressive symptoms (PHQ_9), multiple mediation models were tested while controlling 
for gender (see Table 4). Significant indirect effects were observed for most personality traits, with primitive 
defenses (BPI_PD) and fear of fusion (BPI_FF) serving as consistent mediators. For example, emotional stability 
(IPIP_ES) demonstrated strong indirect effects through primitive defenses (BPI_PD) (β = − 0.13, p < .001) and 
fear of fusion (BPI_FF) (β = − 0.07, p < .001), alongside a robust direct effect (β = − 0.36, p < .001) and the 
strongest total effect (β = − 0.60, p < .001). Conscientiousness (IPIP_C) showed significant indirect effects via 
primitive defenses (BPI_PD) (β = − 0.02, p = .004) and fear of fusion (BPI_FF) (β = − 0.03, p < .001), as well as 
a significant total effect (β = − 0.12, p < .001). Extraversion (IPIP_E) also exhibited significant indirect effects 
through BPI_PD (β = − 0.02, p = .010) and BPI_FF (β = − 0.02, p = .008), a significant direct effect (β = − 0.09, 
p = .001), and a significant total effect (β = − 0.14, p < .001). Agreeableness (IPIP_A) had significant indirect 
effects via BPI_PD (β = − 0.03, p = .001) and BPI_FF (β = − 0.03, p < .001), although no significant direct or 
total effects were observed. Interestingly, intellect (IPIP_I) showed a significant indirect effect through BPI_FF 
(β = 0.02, p = .019) but no significant total or direct effects.

Discussion
This study had two main aims: to replicate the associations between personality traits and depressive symptoms, 
and to test whether structural features of borderline personality organization mediate the relationships between 
adaptive personality traits and depressive symptoms. As expected, our findings showed that lower levels of 
adaptive personality traits (emotional stability, agreeableness, conscientiousness, intellect, and extraversion) 
were associated with higher levels of depressive symptoms. These results are consistent with previous studies, 
which have demonstrated that depressive disorders are characterized by profiles of low emotional stability, low 
conscientiousness, and low extraversion2,3,57. Emotional stability emerged as a particularly strong correlate of 
depressive symptoms. Numerous studies have confirmed this link, showing that individuals with low emotional 
stability (or its inverse, neuroticism, and its maladaptive variant negative affectivity) are more vulnerable to 
experiencing mood disorder symptoms16,28. These findings underscore the robust and transdiagnostic role of 
emotional stability (or neuroticism) as a central personality-based risk factor for depressive symptoms. From a 
clinical perspective, they support the growing emphasis on integrating trait-level assessment into the diagnostic 
and therapeutic process—not only for identifying vulnerability to depression, but also for tailoring interventions 
to individual personality profiles. For example, individuals with low emotional stability may benefit from 
therapeutic strategies targeting affect regulation, stress tolerance, and cognitive reframing of negative experiences. 
Moreover, these results validate the utility of the Five-Factor Model in capturing dimensions of personality that 
are both empirically linked to psychopathology and clinically meaningful. The consistent associations between 
certain trait configurations—especially low emotional stability, low conscientiousness, and low extraversion—
and depressive symptoms suggest that personality traits can serve as important indicators of emotional disorders.

We also found that higher levels of structural features of borderline personality organization –primitive 
defenses, identity diffusion, fear of fusion, and impaired reality testing—were positively associated with 
depressive symptoms, in line with previous research indicating that the level of depressive symptoms is linked 

Variable

Males Females 95% CI

M SD M SD t p d LL UL

Depressive symptoms PHQ_9 9.32 6.53 10.78 6.23 2.82 0.005 0.23 0.07 0.39

Extraversion IPIP_E 30.90 9.44 30.38 9.37 − 0.68 0.495 − 0.06 − 0.22 0.11

Agreeableness IPIP_A 36.92 6.59 39.36 6.06 4.79 < 0.001 0.39 0.23 0.56

Conscientiousness IPIP_C 33.00 7.59 35.00 7.50 3.24 0.001 0.27 0.11 0.43

Emotional Stability IPIP_ES 29.22 9.37 24.95 9.06 − 5.68 < 0.001 − 0.47 − 0.63 − 0.30

Intellect IPIP_I 38.20 6.67 36.48 6.71 − 3.13 0.002 − 0.26 − 0.42 − 0.10

Identity Diffusion BPI_ID 2.81 2.71 3.64 3.08 3.39 < 0.001 0.28 0.12 0.44

Primitive Defenses BPI_PD 2.02 2.01 2.65 2.19 3.59 < 0.001 0.30 0.13 0.46

Reality Testing BPI_RT 0.37 0.94 0.39 0.87 0.37 0.712 0.03 − 0.13 0.19

Fear of Fusion BPI_FF 1.99 1.88 2.52 2.16 3.12 0.002 0.26 0.09 0.42

Table 3.  Results of the student’s t-test for independent samples using percentile bootstrapping (5000 trials) 
comparing mean scores between males and females for the studied variables (N = 694).
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Effect Estimate SE L 95% CI U 95% CI β z p

Indirect

IPIP_E ⇒ BPI_ID ⇒ PHQ_9 0.00 0.00 − 0.01 0.00 0.00 − 1.06 0.290

IPIP_E ⇒ BPI_PD ⇒ PHQ_9 − 0.01 0.01 − 0.03 0.00 − 0.02 − 2.58 0.010*

IPIP_E ⇒ BPI_RT ⇒ PHQ_9 0.00 0.00 0.00 0.01 0.00 0.94 0.350

IPIP_E ⇒ BPI_FF ⇒ PHQ_9 − 0.01 0.01 − 0.03 0.00 − 0.02 − 2.64 0.008**

IPIP_A⇒ BPI_ID ⇒ PHQ_9 0.00 0.00 − 0.01 0.00 0.00 − 0.67 0.502

IPIP_A⇒ BPI_PD ⇒ PHQ_9 − 0.03 0.01 − 0.04 − 0.01 − 0.03 − 3.24 0.001**

IPIP_A⇒ BPI_RT ⇒ PHQ_9 0.00 0.00 − 0.01 0.00 0.00 − 0.58 0.564

IPIP_A⇒ BPI_FF ⇒ PHQ_9 − 0.03 0.01 − 0.06 − 0.02 − 0.03 − 3.80 < 0.001***

IPIP_C ⇒ BPI_ID ⇒ PHQ_9 − 0.01 0.00 − 0.02 0.00 − 0.01 − 1.28 0.201

IPIP_C ⇒ BPI_PD ⇒ PHQ_9 − 0.02 0.01 − 0.03 − 0.01 − 0.02 − 2.89 0.004**

IPIP_C ⇒ BPI_RT ⇒ PHQ_9 0.00 0.00 − 0.01 0.00 − 0.01 − 1.50 0.133

IPIP_C ⇒ BPI_FF ⇒ PHQ_9 − 0.02 0.01 − 0.04 − 0.01 − 0.03 − 3.31 < 0.001***

IPIP_ES ⇒ BPI_ID ⇒ PHQ_9 − 0.02 0.01 − 0.05 0.01 − 0.03 − 1.34 0.180

IPIP_ES ⇒ BPI_PD ⇒ PHQ_9 − 0.09 0.02 − 0.13 − 0.05 − 0.13 − 4.95 < 0.001***

IPIP_ES ⇒ BPI_RT ⇒ PHQ_9 − 0.01 0.01 − 0.02 0.00 − 0.01 − 1.69 0.091

IPIP_ES ⇒ BPI_FF ⇒ PHQ_9 − 0.05 0.01 − 0.07 − 0.03 − 0.07 − 4.93 < 0.001***

IPIP_I ⇒ BPI_ID ⇒ PHQ_9 0.00 0.00 0.00 0.01 0.00 1.11 0.267

IPIP_I ⇒ BPI_PD ⇒ PHQ_9 0.00 0.01 − 0.01 0.02 0.00 0.79 0.432

IPIP_I ⇒ BPI_RT ⇒ PHQ_9 0.00 0.00 0.00 0.01 0.00 0.59 0.553

IPIP_I ⇒ BPI_FF ⇒ PHQ_9 0.02 0.01 0.00 0.03 0.02 2.36 0.019*

Component

IPIP_E ⇒ BPI_ID − 0.02 0.01 − 0.04 0.00 − 0.06 − 1.71 0.087

BPI_ID ⇒ PHQ_9 0.11 0.08 − 0.07 0.29 0.05 1.35 0.179

IPIP_E ⇒ BPI_PD − 0.02 0.01 − 0.04 − 0.01 − 0.09 − 3.00 0.003**

BPI_PD ⇒ PHQ_9 0.64 0.13 0.38 0.88 0.22 5.10 < 0.001***

IPIP_E ⇒ BPI_RT 0.00 0.00 0.00 0.01 0.05 1.11 0.269

BPI_RT ⇒ PHQ_9 0.36 0.21 − 0.09 0.82 0.05 1.76 0.079

IPIP_E ⇒ BPI_FF − 0.03 0.01 − 0.04 − 0.01 − 0.11 − 2.99 0.003**

BPI_FF ⇒ PHQ_9 0.57 0.10 0.35 0.81 0.19 5.61 < 0.001***

IPIP_A⇒ BPI_ID − 0.01 0.02 − 0.05 0.02 − 0.03 − 0.78 0.438

IPIP_A⇒ BPI_PD − 0.04 0.01 − 0.06 − 0.02 − 0.12 − 4.21 < 0.001***

IPIP_A⇒ BPI_RT 0.00 0.01 − 0.02 0.01 − 0.03 − 0.61 0.541

IPIP_A⇒ BPI_FF − 0.06 0.01 − 0.08 − 0.04 − 0.18 − 5.16 < 0.001***

IPIP_C ⇒ BPI_ID − 0.05 0.01 − 0.08 − 0.03 − 0.13 − 4.09 < 0.001***

IPIP_C ⇒ BPI_PD − 0.03 0.01 − 0.04 − 0.01 − 0.10 − 3.50 < 0.001***

IPIP_C ⇒ BPI_RT − 0.01 0.00 − 0.02 0.00 − 0.11 − 2.89 0.004**

IPIP_C ⇒ BPI_FF − 0.04 0.01 − 0.06 − 0.02 − 0.14 − 4.10 < 0.001***

IPIP_ES ⇒ BPI_ID − 0.16 0.01 − 0.18 − 0.14 − 0.51 − 14.36 < 0.001***

IPIP_ES ⇒ BPI_PD − 0.14 0.01 − 0.15 − 0.13 − 0.62 − 20.81 < 0.001***

IPIP_ES ⇒ BPI_RT − 0.02 0.00 − 0.03 − 0.02 − 0.26 − 6.14 < 0.001***

IPIP_ES ⇒ BPI_FF − 0.08 0.01 − 0.10 − 0.07 − 0.37 − 10.33 < 0.001***

IPIP_I ⇒ BPI_ID 0.03 0.01 0.00 0.06 0.07 1.97 0.049*

IPIP_I ⇒ BPI_PD 0.01 0.01 − 0.01 0.03 0.02 0.80 0.426

IPIP_I ⇒ BPI_RT 0.00 0.01 − 0.01 0.01 0.02 0.63 0.529

IPIP_I ⇒ BPI_FF 0.03 0.01 0.01 0.05 0.09 2.59 0.009**

Direct

IPIP_E ⇒ PHQ_9 − 0.06 0.02 − 0.10 − 0.02 − 0.09 − 3.19 0.001**

IPIP_A⇒ PHQ_9 0.04 0.03 − 0.01 0.11 0.04 1.56 0.118

IPIP_C ⇒ PHQ_9 − 0.05 0.02 − 0.09 0.00 − 0.06 − 2.30 0.021**

IPIP_ES ⇒ PHQ_9 − 0.24 0.02 − 0.29 − 0.20 − 0.36 − 10.03 < 0.001***

IPIP_I ⇒ PHQ_9 − 0.02 0.03 − 0.07 0.04 − 0.02 − 0.62 0.534

Total

IPIP_E ⇒ PHQ_9 − 0.09 0.02 − 0.14 − 0.05 − 0.14 − 4.24 < 0.001***

IPIP_A⇒ PHQ_9 − 0.02 0.03 − 0.08 0.04 − 0.02 − 0.65 0.516

Continued
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to lower levels of personality organization39–42. This finding aligns with contemporary psychodynamic theories, 
which posit that the tendency to develop depressive reactions reflects an interplay between constitutional 
vulnerabilities (e.g., genetic and neurobiological predispositions) and environmental factors shaping personality 
structure58.

Among the structural features of borderline personality organization, identity diffusion, primitive defenses, 
and fear of fusion were linked to depressive symptoms. These findings are theoretically consistent with 
Kernberg’s model of personality organization, in which identity diffusion—defined as a lack of a coherent and 
stable sense of self and others—is considered a central structural deficit in more severe personality pathology37. 
When individuals cannot maintain stable internal representations, they are more vulnerable to experiencing 
dysregulated affect, especially in response to interpersonal stress, loss, or perceived rejection—common triggers 
for depressive episodes38. Primitive defenses such as splitting, idealization, and projective identification also 
contribute to this vulnerability by disrupting emotional integration and distorting perceptions of self and 
others37. Building on the work of Freud, Klein, and Jacobson, Kernberg59 conceptualized depression as a 
manifestation of aggression turned inward after the loss or devaluation of an idealized object—an emotional 
process often sustained and intensified by the operation of primitive defenses. In individuals who feel isolated, 
helpless, and perceive the world as overwhelmingly negative, these defenses—coupled with intense relational 
anxieties—may exacerbate depressive symptoms and hinder the recovery process. Such patterns often sustain 
fantasies of an idealized, perfectly gratifying world that remains perpetually out of reach, leading to profound 
disappointment and self-directed hostility—hallmarks of depressive reactions in psychodynamic theory. These 
may hinder adaptive coping and increase the likelihood of intense and unstable emotional experiences, which 
may manifest as chronic dysphoria, despair, or self-directed aggression37. Fear of fusion, although less frequently 
studied, reflects a specific disturbance in interpersonal boundaries and autonomy, often rooted in early 
attachment disruptions and unresolved dependency needs38. Individuals with a heightened fear of fusion may 
struggle to maintain a separate, autonomous sense of self in relationships, oscillating between enmeshment and 
emotional withdrawal—dynamics strongly associated with depressive vulnerability, particularly in the context 
of interpersonal loss or dependency conflicts38. High fear of fusion may reduce interest in social connections 
and the possibility of positive reinforcement, which might otherwise counteract depressive isolation. It may also 
reflect the inability to maintain a close (intrapsychic) relationship with the lost object, experienced as a profound 
sense of hopelessness or feeling that no one can provide relief.

Taken together, these structural vulnerabilities suggest that the severity of depressive symptoms may stem 
not only from trait-level emotional instability (e.g., neuroticism or negative affectivity) but also from deeper 
disruptions in self-coherence, emotion regulation, and interpersonal functioning. This underscores the clinical 
importance of assessing structural features of personality organization alongside traits, particularly in patients 
presenting with complex, chronic, or treatment-resistant depressive symptoms.

With respect to the second aim of the study, our mediation results showed that the relationship between low 
emotional stability and depressive symptoms was mediated by two of the four examined structural features of 
borderline personality organization: primitive defenses and fear of fusion. This is consistent with Paulus et al. 60, 
who found that emotional dysregulation and lack of psychological flexibility mediate the link between neuroticism 
and depression in adolescents. Our findings highlight the specific roles of primitive defenses and fear of fusion 
as intensifying factors for depressive symptoms, underscoring the clinical relevance of these dimensions. It also 
supports the hypothesis that biologically rooted personality traits may hinder the development of integrated 
personality structure (e.g., resolving early developmental splitting during rapprochement phases; see e.g., 37) and 
adaptive emotional regulation60,61. The most substantial result is the robust indirect and total effects of emotional 
stability (IPIP_ES) on depressive symptoms (β = −0.60, p < .001), indicating that neuroticism powerfully shapes 
depressive vulnerability—both directly and through structural features of borderline personality organization. 
Although the strong association between emotional stability and depressive symptoms aligns with previous 
research, these are related but conceptually distinct constructs. Neuroticism (the inverse of emotional stability) 
reflects a broad, trait-like disposition toward negative affectivity, whereas depressive symptoms represent state-
dependent emotional experiences typical of clinical conditions24. Therefore, we suggest that the observed 
relationship reflects a vulnerability mechanism rather than measurement overlap. This suggests that neuroticism 
not only elevates depression risk but also perpetuates splitting and intensifies negative self/object relations, thus 
entrenching personality-level patterns of vulnerability. Finally, the consistent mediation effects of primitive 
defenses and fear of fusion across other personality traits, beyond emotional stability, suggest that these structural 

Effect Estimate SE L 95% CI U 95% CI β z p

IPIP_C ⇒ PHQ_9 − 0.10 0.02 − 0.15 − 0.05 − 0.12 − 4.20 < 0.001***

IPIP_ES ⇒ PHQ_9 − 0.41 0.02 − 0.45 − 0.37 − 0.60 − 19.62 < 0.001***

IPIP_I ⇒ PHQ_9 0.01 0.03 − 0.05 0.07 0.01 0.34 0.737

Table 4.  Results of mediation analysis – weights of individual paths in the multiple mediation model of 
personality structure dimensions between personality traits and depressive symptoms, controlling for 
gender (male vs. female) (N = 694). Confidence intervals were calculated using the bootstrap percentile 
method (n = 5000). Betas are fully standardized effect sizes; BPI_ID – Identity Diffusion; BPI_PD – Primitive 
Defenses; BPI_RT – Reality Testing; BPI_FF – Fear of Fusion; PHQ_9 – Depressive symptoms; IPIP_ES 
– Emotional Stability; IPIP_C – Conscientiousness; IPIP_E – Extraversion; IPIP_I – Intellect; IPIP_A – 
Agreeableness.  Significance levels: *p < .05; **p < .01; ***p < .001.
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features of borderline personality organization act as broad, transdiagnostic mechanisms of risk. Interestingly, 
impaired reality testing did not emerge as a significant mediator, suggesting that in this general population 
sample, depressive symptoms may be more strongly tied to defensive functioning and relational anxieties than to 
reality testing distortions. Importantly, all mediation analyses controlled for gender, ensuring that the observed 
pathways linking personality traits, structural features of borderline personality organization, and depressive 
symptoms were not confounded by gender-related variance. This strengthens the validity of our findings and 
suggests that the identified mechanisms operate consistently across male and female participants.

Viewing these processes as multi-level interactions—where depressive symptoms can arise from structural 
features of borderline personality organization, themselves shaped by constitutional traits—has important 
therapeutic implications. While symptom-focused treatments can be effective62, addressing aspects of personality 
structure and emotional regulation (especially anxiety) may be crucial for long-term recovery. Indeed, 
personality structural features of borderline personality —particularly splitting—can reinforce the impact of low 
emotional stability, potentially undermining symptom-focused treatments and leading to symptom recurrence 
or transformation over time55. These findings underscore the clinical value of assessing aspects of borderline 
personality structure in patients with depressive symptoms. Given the well-established role of personality 
functioning in shaping treatment outcomes, its evaluation should be considered an integral component of both 
diagnostic assessment and treatment planning in individuals presenting with symptomatic disorders6,31.

Limitations
Despite the strengths of this multiple mediation approach, several limitations should be acknowledged. First, 
the study relied on an online convenience sample drawn from the general population, with an unequal gender 
distribution that is typical for psychological studies but still limits generalizability. Second, although the theoretical 
model was grounded in Kernberg’s clinical framework and supported by evolutionary perspectives suggesting 
that normal personality traits shape an individual’s early ecological niche (e.g.,63), the cross-sectional design 
precludes causal interpretations of the observed mediation effects64. Third, the inclusion of multiple mediators 
that were themselves correlated may have introduced multicollinearity, potentially biasing the magnitude or 
significance of specific indirect paths. Finally, while bootstrapping was employed to address the non-normality 
of indirect effects, it does not fully resolve the non-normality of residuals within the regression models, although 
the large sample size in this study partially mitigates this concern. Beyond these methodological considerations, 
it is important to recognize that the study tested a predisposition model based on clinical object relations theory; 
however, complementary or competing models, such as those emphasizing reverse or pathoplastic influences, 
might also account for the associations observed (e.g.,24). Future research should aim to replicate and extend 
these findings using clinical samples, including individuals diagnosed with depression, personality disorders, 
or both, and compare them with healthy controls. Moreover, employing a longitudinal design and integrating 
diverse assessment methods, such as structured clinical interviews (e.g., Structured Clinical Interview for the 
DSM-5 Alternative Model for Personality Disorders65; or the Structured Interview of Personality Organization–
Revised66, would strengthen the clinical validity and theoretical grounding of the tested model.

Conclusions
The present study confirms the central role of emotional stability (and to some extent neuroticism/negative 
affectivity) as the strongest and most consistent predictor of depressive symptoms, with both direct and 
indirect pathways through personality pathology dimensions—specifically, primitive defenses and fear of 
fusion—highlighting its clinical significance. Other personality traits, such as agreeableness, conscientiousness, 
and extraversion, also demonstrated significant indirect effects, though to a lesser extent. These findings 
support the theoretical framework, in which maladaptive personality structures serve as a mediator linking 
emotional reactivity predispositions to depressive symptoms. Clinically, they underscore the need to address 
both constitutional vulnerabilities (e.g., low emotional stability) and the associated personality structures 
(e.g., primitive defenses and fear of fusion) in psychotherapeutic interventions aimed at reducing the level of 
depressive symptoms.

Data availability
The datasets generated by the survey research during and analyzed during the current study are available in the 
OSF repository, https://osf.io/hn3aj/.
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