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Abstract
Background
Symptoms of borderline personality disorder (BPD) and post-traumatic stress disorder (PTSD) commonly co-occur. Recent evidence supports the concomitant treatment of BPD and PTSD.

Methods
This study uses a longitudinal cross-lagged panel model to examine BPD and PTSD symptom response in a sample of 110 women undergoing residential treatment for BPD. The naturalistic treatment primarily followed a dialectical-behavior therapy protocol, with individualized integration of other major evidence-based treatments (EBTs) for BPD, including mentalization-based treatment, good psychiatric management, and transference-focused psychotherapy.

Results
A residentially-based integration of treatment approaches resulted in significant reductions in BPD (d = 0.71) and PTSD (d = 0.75) symptoms. Moreover, changes in BPD symptoms prospectively predicted changes in PTSD symptoms (constrained path b = 1.73), but the reverse was not true (constrained path b = 0.05).

Conclusions
A naturalistic integration of EBTs for BPD may benefit both BPD and PTSD symptoms even in the absence of PTSD-oriented intervention. Additionally, the attenuation of BPD symptoms may have positive impact on PTSD symptoms.
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Background
Borderline personality disorder (BPD) is a serious psychiatric condition characterized by instability across interpersonal, affective, and behavioral domains. Individuals with the disorder are frequent utilizers of treatment [1, 2] and experience significant distress and impairment. Importantly, the disorder is far from rare, with prevalence estimates as high as 22.6% for clinical settings [3].
Reports of traumatic experiences are common among individuals with BPD. As many as 20–75% of individuals with BPD report traumatic childhood experiences [4–6]. While trauma is neither necessary nor sufficient to explain the etiology of BPD [7, 8], traumatic life events can directly contribute to BPD and other psychiatric conditions [9]. Adults with histories of childhood abuse are nearly 8 times more likely to develop the disorder relative to those who were not abused [10], and up to 76% of inpatients with BPD report a history of early sexual or physical abuse [11].
Given the elevated rates of reported traumatization for individuals with BPD, it is unsurprising that post-traumatic stress disorder (PTSD) is a common comorbidity. As many as 20–40% of individuals with BPD also have PTSD [12–14]. The prevalence of BPD-PTSD comorbidity leaves treaters with difficult decisions about which diagnosis should be given priority. The most comprehensive guidelines for treatment decisions of this nature are provided by good psychiatric management (GPM) [15]. These guidelines, based on longitudinal research, indicate that with adult-onset PTSD, BPD can be treated first, but that for patients with childhood trauma, treatment of BPD may not be possible without first addressing trauma-related attachment dysregulations that impede the formation of durable working alliance. However, there remains a dearth of specific guidance on how to treat PTSD beyond this single management cue.
In the management of comorbid BPD and PTSD, the bidirectional influence of one set of symptoms on the other presents a clinical challenge. PTSD increases emotional dysregulation, negative affect, and self-harm in BPD [16–19]. In one study investigating the longitudinal course of PTSD and BPD over 10 years, worsening PTSD symptoms predicted BPD relapse and worsening BPD symptoms decreased the likelihood of PTSD remission [20]. However, guidelines for the administration of PTSD treatments often specifically contraindicate cases where there is significant suicidality (e.g., Foa et al., 2009) [21]), which effectively rules out treating many individuals with BPD. Furthermore, studies of PTSD treatment effectiveness often exclude patients with suicidality and/or self-harm [22].
New evidence challenges the notion that PTSD and BPD cannot be treated together. There is little evidence, for example, that prolonged exposure to trauma cues is contraindicated in the case of comorbid BPD [23]. In fact, one of the major advances in the treatment of BPD over the past few years is the development of therapies to treat both disorders concurrently [24]. These treatments are variants of dialectical behavior therapy (DBT) [25] and include DBT with prolonged exposure (DBT-PE) [26] and DBT-PTSD [27]. DBT-PE has been tested in outpatient settings [26, 28]. Although the original pilot testing of DBT-PE included patients actively engaged in self-harming behavior, patients could not begin PE until they were not at imminent risk of suicide and had demonstrated control over impulsive or self-harming behaviors for at least 2 months [26]. In a later randomized clinical trial comparing DBT-PE to standard DBT, these same restrictions were in place [28]. In comparison to DBT-PE, DBT-PTSD was developed in a structured residential treatment setting, where exposure work could begin and continue even if a patient expressed suicidality [27]. The results of a pilot feasibility suggest that DBT-PTSD may also be useful in outpatient settings [29], but as with many of the studies of DBT-PE, patients were excluded if they had a suicide attempt or life-threatening self-harming behavior in the past 18 weeks.
However, there is evidence that PTSD symptoms may be responsive to DBT treatment for BPD, even in the absence of exposure therapy, and even if PTSD is not an explicit target. In one study of women with BPD, 34.8% of patients with comorbid PTSD experienced a full PTSD remission following standard DBT; the authors caution that it is still lower than what might be expected from PTSD-specific interventions [30]. Additionally, Harned et al.’s trial compared standard DBT to DBT-PE: all patients began with standard DBT, and those in the DBT-PE group could receive DBT-PE concurrent with standard DBT once they met specific criteria, which included control over suicidal, self-injurious, and treatment-interfering behaviors as well as an identified wish to target PTSD and the willingness to engage in an intense exposure treatment [28]. Both groups had favorable outcomes. Although those who received standard DBT and DBT-PE were more likely to experience PTSD remission and reductions in suicidality and self-harm than those who received standard DBT alone, still 40% of patients in the standard DBT group experienced PTSD remission. Notably, PTSD was an explicit target in both treatment arms. The generalizability of this study remains questionable, given the small sample size and significant attrition rates (depending on how attrition is conceptualized, 6–10/17 in the DBT-PE arm and 5/9 in the DBT arm completed the intervention). Nevertheless, it raises the question of whether DBT would be useful for PTSD even if PTSD were not a treatment target. Additionally, further work is needed to examine treatment effects in settings where suicidality does not preclude aspects of treatments, as in Bohus et al. [27], and in settings other than outpatient treatment.
Here we sought to examine, in a naturalistic, structured, residential treatment setting in which evidence-based treatments (EBTs) for BPD are integrated into a primarily DBT framework, whether treatment that targets BPD alone also has beneficial impact for PTSD symptoms. Given that recent treatments for PTSD, most notably DBT-PE, are based in part on treatment models developed for BPD, we predicted that patients would experience attenuation of both BPD and PTSD symptoms during the course of residential treatment for BPD. We also sought to extend previous work on the interplay of BPD and PTSD symptoms by examining whether changes in BPD symptoms were related to changes in PTSD symptoms. We predicted that changes in BPD symptoms would predict changes in PTSD symptoms longitudinally.

Method
Procedure
The residential treatment of interest in the present study resides within a larger hospital system, for which clinical tracking measures are routinely administered via an electronic system. Every patient within the hospital system completes measures at intake, at 2-week intervals following intake, and at discharge. Data were collected initially as part of this routine clinical monitoring. Deidentified archived data were then used for the current study, and individual participant consent was waived by the relevant institutional review board.

Subjects
Subjects were 110 female patients consecutively admitted to a residential program for BPD over the span of 6 years. All patients who entered the program provided data, which was collected as part a hospital-wide routine monitoring program. Patients were predominantly white (90.9%) with a mean age of 27.96 (SD = 7.83). The treatment does not accept insurance reimbursement and patients are generally of high socioeconomic status. Three women were treated in the residential facility more than once; in each of these cases data were used only from the patient’s first treatment duration. All patients received a diagnosis of BPD based on clinical assessment by a BPD specialist.

Treatment
Patients received treatment within a residential setting by a team of BPD specialists. Each patient was assigned a treatment team consisting of a primary therapist (2 appointments each week), a family therapist (1 appointment each week), and a psychiatrist for medication management (1 appointment each week). Adjunctive therapy occurred monthly to weekly and included case management and skills coaching by a trainee or case manager. Case management sessions were oriented to provide functional coaching for adhering to budgets and seeking jobs as well as organizing disposition post-residential stay. Targeted skills coaching sessions involved individualized psychoeducation and generalization of DBT skills.
In addition to individual therapy appointments, treatment included daily group therapy. Group therapy included 10 h of didactic groups each week, 5 h of interpersonal therapy, and 5 h of consolidation/review. The didactic groups included goal setting, DBT skills training, psychoeducation, and skills application. Interpersonally-focused group therapy included mentalization-based therapy (MBT) [31], socialization and relationship management, community meeting, and family issues. Overall, the treatment included approximately 56 h of structured time each week. Skills coaching was available to patients 24 h/day via trained and supervised community residence counselors or contact with primary therapists.
Treatment followed a DBT protocol. This was reflected in the structure of treatment teams (a treatment team that engaged weekly in 3 h of team consultation, rounds, and treatment planning), treatment planning (treatment plans followed the hierarchical structure outlined in DBT, meaning that self-harming and therapy-interfering behaviors were targeted in session first), the content of individual therapy sessions (e.g., all primary therapist sessions utilized diary cards to track target behaviors, emotions, and emotional intensity), and the content of group therapy. DBT skills groups were included daily, and included all four DBT modules: mindfulness, interpersonal effectiveness, distress tolerance, and emotion regulation. Individual therapists were BPD experts who had completed foundational or intensive training in DBT as well as training and supervision in MBT, transference-focused psychotherapy (TFP) [32], and GPM [15] by the treatment developers of all three approaches. Although all patients received DBT and participated in weekly MBT-based groups, the specific integration of other EBTs in individual sessions varied by patient, based upon a working clinical formulation of each patient’s case, using concepts derived from all four EBTs for BPD. Primary therapy followed a DBT framework of using diary cards, behavioral shaping principles, chain and solution analyses, and skills coaching. It also integrated psychoeducation, MBT technique to promote more flexible and realistic reflection, TFP’s focus on splitting and problems of aggression, and GPM imperatives about getting a job and confrontation of problematic interpersonal transactions. Using GPM’s focus on diagnosis and psychoeducation, primary therapists framed treatment goals by providing clinical diagnosis of BPD and other relevant comorbid diagnoses using DSM-IV-TR [33] criteria.
On the weekends, patients attended a mandatory creative writing group lead by milieu counselors and a mandatory group outing in the community. Group outings, as well as earned independent passes, allowed for patients to informally expose themselves to life outside of treatment and to begin reintegration into the community. Patients were expected to gain employment or community responsibility prior to discharge.
PTSD was not specifically targeted in any protocol-driven manner or in any group therapies. However, patients identified problem-causing behaviors early in treatment. Patients were then informally exposed to cues that prompt problem behaviors while coached to engage in new, adaptive behaviors. Notably, these cues did not include trauma narratives or trauma-specific material. Hierarchical procedures were not used during informal exposures, but rather patients were reinforced for confronting fear cues and using new skills adaptively. For example, a patient who isolates (problem behavior) to avoid rejection (feared outcome) might be coached to approach another patient and make small talk (exposure). Additionally, standard DBT includes a range of skills that are often used in the treatment of PTSD. These include distress tolerance skills that allow patients to tolerate negative emotion or exposure to trauma cues (e.g., grounding, deep breathing) and a focus on mindfulness and mentalization of emotion to limit impulsive behavioral coping.

Measures
Post-traumatic checklist-civilian (PCL-C) [34]
The PCL-C is a 17-item self-report scale designed to assess PTSD symptoms related to stressful experiences in civilian populations. Items assess each of 17 PTSD symptoms articulated in DSM-IV-TR [33]. The scale converges well with other measures of PTSD, has demonstrated strong diagnostic efficiency, and has good internal consistency (α = .939) [35]. The measure is dimensional and yields scores ranging from 17 to 85. A cut-off of 45–50 has been recommended for specialized mental health settings where the prevalence of PTSD is expected to be 40% or greater [36]. Here we have used a cut-off of 45 as a rough proxy to determine which patients might meet diagnostic criteria for PTSD. Changes of 5–10 points or greater on the PCL-C are considered reliable, while changes of 10–20 points or greater indicate clinically significant change [37].

Zanarini rating scale for BPD, self-report version (ZAN-BPD) [38]
The ZAN-BPD was originally designed as a 10-item clinician-administered scale to assess each of the 9 DSM criteria for BPD—although transient stress-related paranoia and dissociation are included in the same DSM criterion, the scale includes a separate item for each [39]. In an initial validation study, the mean score for people with BPD was 14.3 (SD = 6.8), while the mean score for people without BPD was 5.2 (SD = 3.5) [39]. It has since been tested as a self-report measure. Both versions show strong convergence with diagnostic interviews and other symptom measures, as well as sensitivity to change [38, 39]. In the self-report version, patients are asked to identify how much each symptom has caused problems for them over the past week using a scale of 0–4. The scale, which yields a total score ranging from 0 to 36, has shown good convergence with the clinician-administered version of the scale and has further demonstrated strong internal consistency (α = 0.84) and same-day test-retest reliability (r > 0.75) [38].


Data analysis
To examine the longitudinal associations of BPD and PTSD symptoms, an autoregressive random intercepts cross-lagged panel model (RI-CLPM) [40] was evaluated. A cross-lagged panel design allows for the examination of how changes in one variable precede or follow changes in another. In other words, this model allowed us to examine whether changes in BPD predicted subsequent changes in PTSD symptoms, as well as the inverse. Cross-lagged models produce three types of effects: synchronous associations, stability or stationarity effects, and cross-lagged effects. Synchronous associations are correlations between variables (in this case BPD and PTSD symptoms) measured at the same time point. Stability effects are correlations between measurements of the same variable over multiple time points. Cross-lagged effects estimate the association of one variable with another variable across time points (e.g., the association of BPD symptoms at time 1 with PTSD symptoms at time 2). Cross-lagged effects are analogous to correlation coefficients and can be interpreted as small (r = .10), medium (r = .30), or large (r = .50) [41]. In contrast to traditional cross-lagged panel models, the RI-CLPM used here accounts for trait-like individual differences that may endure over multiple time points [40]. In other words, it accounts for both within-person and between-person variance across time. Cross-lagged paths between BPD and PTSD symptoms were constrained to examine the broad interaction of BPD and PTSD symptoms over time.
Descriptive statistics were calculated using SPSS 25, as were dependent samples t-tests used to examine pre/post changes in symptoms. The RI-CLPM was examined in R using the lavaan package 0.6–2. As part of a hospital-wide initiative, patients completed assessments every two weeks. The current model included five assessments: admission, followed by four additional assessments, each corresponding to one month (Month 1-Month 4), which represent the maximum length of time for which sample size was adequate to test model fit. Monthly assessment scores were each calculated by averaging across two of the bi-weekly assessments. This represents one type of data parceling, which is meant to provide a smaller set of more reliable indicators of the constructs of interest [42]. A full information maximum likelihood procedure was used to handle the small proportion of missing data points (< 1%). Model fit was evaluated using the comparative fit index (CFI), the root mean square error of approximation (RMSEA), and the Tucker-Lewis index (TLI). CFI and TLI values of > .95 were interpreted as indicative of good model specification [43]. RMSEA of < .05 was used to indicate good model fit, while < .08 was used to indicate acceptable model fit. A bounds-constrained quasi-Newton method was used to optimize the model [44, 45]. Chi-square model fit was also evaluated. However, given that this test is notoriously sensitive to sample size and high correlations between variables, and therefore likely inflated in the current sample [46, 47], it was given less weighting relative to other indices.


Results
At baseline (time of admission), the average ZAN-BPD score (M = 16.25; SD = 7.32) was consistent with expected levels of BPD pathology [39]. Similarly, the average PCL-C score was elevated above the cutoff of 45 recommended for specialty mental health settings (M = 47.0, SD = 16.41). More than half the sample (55.45%) endorsed PTSD symptoms above this cutoff.
Mean and standard deviations for BPD and PTSD symptom measures for each Month are displayed in Table 1, as are bivariate correlations among BPD and PTSD symptom measures for each Month (See Table 1). BPD and PTSD symptom measures were significantly correlated at the majority of assessments. At Month 4, the average ZAN-BPD score (M = 10.18, SD = 5.61) was significantly reduced compared to the intake assessment t(47) = 4.72, p < 0.001, d = 0.71. Similarly, the average PCL-C score at Month 4 (M = 33.85, SD = 14.77) was significantly lower than at intake, t(47) = 5.54, p < 0.001, d = 0.75. Moreover, average PTSD symptoms were below the cutoff of 45 recommended for specialty mental health settings, with 9.10% endorsing PTSD symptoms above this cutoff. Published guidelines indicate that changes of 10–20 on the PCL indicate clinically meaningful change [35]. In the current sample, 39.6% of those who continued through Month 4 experienced changes of at least 20 points, while 43.8% experienced changes of at least 10 points. Notably, this includes individuals for whom PTSD symptoms were not elevated above suggested the suggested clinical cut-off of 45. For those at or above this cut-off at admission (n = 65), 64.3% experienced changes of at least 20 points, and 75% experienced changes of at least 10 points.
Table 1Descriptive statistics of and bivariate correlations among BPD and PTSD measures for each assessment


	 	1
	2
	3
	4
	5
	6
	7
	8
	9
	10

	1. BPD Admission
	–
	 	 	 	 	 	 	 	 	 
	2. BPD Month 1
	0.38**
	–
	 	 	 	 	 	 	 	 
	3. BPD Month 2
	0.24**
	0.77**
	–
	 	 	 	 	 	 	 
	4. BPD Month 3
	0.18
	0.63**
	0.71**
	–
	 	 	 	 	 	 
	5. BPD Month 4
	0.16
	0.59**
	0.74**
	0.77**
	–
	 	 	 	 	 
	6. PTSD Admission
	0.56**
	0.39**
	0.33**
	0.24
	0.22
	–
	 	 	 	 
	7. PTSD Month 1
	0.35**
	0.61**
	0.45**
	0.27*
	0.35*
	0.7**
	–
	 	 	 
	8. PTSD Month 2
	0.3**
	0.57**
	0.61**
	0.44**
	0.54**
	0.52**
	0.84**
	–
	 	 
	9. PTSD Month 3
	0.12
	0.53**
	0.55**
	0.77**
	0.68**
	0.42**
	0.61*
	0.74**
	–
	 
	10. PTSD Month 4
	0.08
	0.47**
	0.58**
	0.71**
	0.81**
	0.37**
	0.59**
	0.74**
	0.88**
	–

	
                            M
                          
	16.25
	11.49
	10.52
	9.46
	10.18
	47.0
	39.62
	37.35
	34.32
	33.85

	
                            SD
                          
	7.32
	5.27
	5.69
	5.86
	5.61
	16.41
	12.92
	14.26
	14.46
	14.77


*Note. **p < .01, *p < .05; BPD symptoms measured with the ZAN-BPD; PTSD symptoms measured with the PCL-C



Longitudinal cross-lagged panel model
The autoregressive random intercepts cross-lagged panel model converged normally after 417 iterations. Goodness of fit indices for the model indicated good model fit, X2 (33) = 50.62, p = .03; CFI = 0.97; TLI = 0.96; RMSEA = 0.07 (90% CI = 0.03–0.11); SRMR = 0.07. Constrained path estimates indicate that, over time, PTSD symptoms predicted later PTSD symptoms, and PTSD symptoms decreased significantly (b = .40, SE = .06, p < .001). Additionally, BPD symptoms predicted later BPD symptoms and BPD symptoms decreased significantly over time (b = .59, SE = .11, p < .001). The aggregate, constrained path from PTSD to BPD was not significant (b = .05, SE = .04, p = .17). However, the path from BPD to PTSD was significant (b = 1.73, SE = .15, p < .001). Standardized structural coefficients may be interpreted as effect sizes in this context and are presented in Fig. 1.
[image: A40479_2019_113_Fig1_HTML.png]
Fig. 1Final cross-lagged model with standardized structural coefficients. * = path is significant at .001 level. A = admission; B = BPD symptoms on the ZAN-BPD; P = PTSD symptoms on the PCL-C






Discussion
In this naturalistic study of adult women receiving self-pay residential treatment integrating major EBTs for borderline personality disorder, we found that although the treatment targeted BPD and not PTSD, symptoms of both BPD and PTSD improved over time. Moreover, the longitudinal course of symptom changes showed that changes in BPD symptoms prospectively predicted changes in PTSD symptoms—reduction of BPD symptoms temporally preceded, and potentially caused, attenuation of PTSD symptoms. The reverse was not true. In other words, there was no evidence that changes in BPD symptoms were dependent upon changes in PTSD symptoms. Examined independently, we found significant reductions in BPD and PTSD symptoms from assessment to Month 4, with medium-large effect sizes for each. Reductions in PTSD symptoms were clinically meaningful on average, and a substantial proportion of patients with clinically elevated PTSD symptoms experienced clinically meaningful change in PTSD symptoms (75%).
The finding of medium-large effect sizes for reductions in BPD and PTSD symptoms is notable in light of meta-analytic work showing that BPD treatments typically result in small to medium effect sizes for BPD symptoms [48]. The intensive nature of the residential, highly structured treatment studied here may help account for the larger effect sizes found here. Ideally, results here would be replicated with methods (e.g., randomized-controlled trial) better able to control for confounds of this type.
Limitations
These results should be interpreted in the context of several limitations. First, this was a naturalistic study for which we were unable to control for specific treatment elements or time. The residential treatment provided was largely DBT-oriented, but elements of other therapies were incorporated. The relative emphasis of one treatment modality over another may have varied from therapist to therapist within the program, and we cannot delineate which patients may have received more or less DBT, MBT, GPM, or TFP. Arguably, this potentially heterogeneous mix of treatments and approaches likely mirrors the realities of increasingly integrative/eclectic clinical practice. In all cases, personality pathology was the primary treatment target within this program, and it is clear that patients experienced PTSD symptom relief without explicit PTSD-related interventions. Additionally, residential level of care provides containment that reduces exposures to alcohol, drugs, and chaotic interpersonal interactions. Residential settings also mitigate symptoms arising from BPD’s intolerance of aloneness [49]. As a general factor, residential care may have influence over treatment response which cannot be isolated in this study design. Because of the naturalistic nature of this study, we also did not have an available control group. We must, therefore, be cautious about attributing change to treatment effects per se versus the simple effect of time. Even if the results here were found to be entirely attributable to the effect of time, the finding that BPD symptom change prospectively predicts PTSD symptom changes would be significant. Further work is needed to clarify causal relations, but this finding at least suggests that changing BPD symptoms, through treatment, time, or other means, may be beneficial for comorbid PTSD symptoms.
Second, data presented here were collected as part of a hospital-wide initiative for outcome tracking, and measures were pre-selected for that purpose. These measures did not include a diagnostic interview, and symptoms of both BPD and PTSD were assessed via self-report, albeit with well-validated measures. Importantly, there are no available cut-off scores for the ZAN-BPD, which limited our ability to consider the clinical relevance of symptom changes, as well as how those changes correspond to potential diagnostic status. Additionally, we did not query for information related to specific traumatic events, and every patient completed the PCL-C. It is likely that some patients endorsed PTSD-related symptoms, but would not endorse traumatic events consistent with the DSM’s criterion A for PTSD [45]. In other words, we did not use standardized empirical assessments to diagnose PTSD formally, and elevations on the PCL-C in the absence of traumatic experiences may not truly indicate PTSD and may better reflect general distress. It is possible that patients with fully diagnosable PTSD may require different treatment strategies than those with elevated PTSD symptoms but no diagnosis, and that symptoms associated with fully diagnosable PTSD may interact differently with BPD symptoms in treatment settings like the one studied here. This may be one way to reconcile these findings with previous work showing that only 34.8% of individuals who completed standard DBT, with BPD as the primary treatment target, achieved full PTSD remission [31] and more recent work showing that PTSD may not improve unless targeted directly [51]. Moreover, although the majority of patients with clinically elevated PTSD symptoms in the current study experienced clinically meaningful reductions in these symptoms, 25% did not. These non-responders may be those for whom additional or PTSD-specific intervention may be needed. It is also possible the differences in type of trauma experienced, which was not assessed in this investigation, influenced differential response to treatment.
Finally, the generalizability of these findings is limited by sample characteristics and setting. Participants were entirely female, predominantly white, and generally of high socioeconomic status. The treatment also was administered by BPD experts which may limit generalizability to other settings at this level of care. Results may additionally differ for those with fewer financial resources, or for treatments that operate in non-residential settings.

Implications
Recent evidence suggests that BPD may be understood as the manifestation of a general predisposition to psychopathology or lack of resilience [52]. In the light of this model, we can view BPD as the expression of vulnerability to a wide range of psychopathology. This would explain the high rates of comorbidity seen in BPD, as well as the common clinical impression that BPD rarely presents in psychiatric settings in the absence of other significant co-occurring disorders. If BPD is an expression of vulnerability [52], then it makes good sense that treatments that work for BPD are those that reduce general vulnerability to psychopathology. We would therefore expect that successful BPD treatment would result in reductions in a broad range of symptoms.
The finding that reductions in BPD symptoms preceded reductions in PTSD symptoms supports this notion, and further suggests that, in cases of comorbidity or multiple symptom elevations, treating BPD symptoms may have cascading benefits. Notably, we cannot say conclusively that changes in BPD symptoms caused the preceding changes in PTSD symptoms. Nevertheless, the pattern of results across time is compelling and suggests at the very least that a treatment which successfully targets BPD symptoms and which does not explicitly address PTSD symptoms may produce attenuation in PTSD symptoms. Further work with full diagnostic assessments and a randomized-controlled design may be useful for determining generalizability to other clinical populations, replicating these findings, and clarifying causality.
The DSM-5 [50] removed the axial system that once relegated personality pathology to the background. These findings offer some support for that change, insofar as they are consistent with the notion that BPD symptoms change and that this symptom change may have cascading benefits. Findings are also consistent with an emerging call to avoid relegating BPD symptoms to low priority when present, even in the face of significant comorbidity. For example, there is evidence that targeting BPD may benefit major depressive disorder [53–56] and recurrence of substance use disorder [57]. Clinical recommendations have been made to target BPD before intermittent substance abuse, panic disorder, and medically stable bulimia nervosa [15, 58]. These findings suggest that we may have cause to add PTSD symptoms to this list.


Conclusion
In an age of specialized treatments, recommendations trend to target isolated disorders with discrete interventions. This approach presents a host of limitations for patients with complex comorbidity. The current study illustrates that specialized treatments designed to treat BPD primarily may have broader effects. Problematically, the majority of treatment studies measure outcomes limited to specific disorders or symptom clusters of interest. These findings suggest the need to examine a broad range of theoretically relevant outcome measures in future treatment studies, and to consider that any treatment that “works” might work for a range of problems. When specialized treatment adaptations designed for specific conditions are not available or possible, it is reasonable to expect that applying treatments we know “work” for related problems may be useful. In the management of BPD, prioritization of treating maladaptive coping tendencies and interpersonal dysfunction can in general providing patients with the stabilization they need to begin recovery and be more receptive to treatments of other co-occurring disorders, particularly those that involve stress-inducing exposure protocols. The kind of treatment application we are calling for should be undertaken with continued scientific evaluation as well as routine clinical evaluation.

Acknowledgments
We thank research assistants Evan Iliakis, Jacob MacDonald, and Ethan Glasserman for their help formatting versions of this manuscript.
Ethical approval and consent to participate
Use of the data analyzed in this study was approved by the Institutional Review Board of Partners HealthCare (#2016P001610). Data were collected in the routine practice of clinical care and stored in a deidentified manner. The need for individual consent to use archived data was waived.


Authors’ contributions
SRM took primary responsibility for conceptual development, writing, data analysis, and interpretation. KMW contributed to conceptual development and drafted portions of the manuscript. MHC and KEN drafted portions of the manuscript, formatted the manuscript, and created tables and figures. LCK drafted portions of the manuscript, made substantial revisions, and contributed to the conceptual development of the study. All authors read and approved the final manuscript.

Funding
This research was not funded by any external funding agency.

Availability of data and materials
The datasets generated and/or analyzed during the current study are not publicly available due to restrictions set forth by the Partners HealthCare IRB.

Consent for publication
Not applicable.

Competing interests
The authors have no competing interests to declare.


[image: Creative Commons]Open AccessThis article is distributed under the terms of the Creative Commons Attribution 4.0 International License (http://​creativecommons.​org/​licenses/​by/​4.​0/​), which permits unrestricted use, distribution, and reproduction in any medium, provided you give appropriate credit to the original author(s) and the source, provide a link to the Creative Commons license, and indicate if changes were made. The Creative Commons Public Domain Dedication waiver (http://​creativecommons.​org/​publicdomain/​zero/​1.​0/​) applies to the data made available in this article, unless otherwise stated.

References
1.
Bender DS, Dolan RT, Skodol AE, Sanislow CA, Dyck IR, McGlashan TH, et al. Treatment utilization by patients with personality disorders. Am J Psychiatry. 2001 Feb;158(2):295–302. https://​doi.​org/​10.​1176/​appi.​ajp.​158.​2.​295.

2.
Zanarini MC, Frankenburg FR, Khera GS, Bleichmar J. Treatment histories of borderline inpatients. Compr Psychiatry. 2001 Mar;42(2):144–50. https://​doi.​org/​10.​1053/​comp.​2001.​19749.

3.
Korzekwa MI, Dell PF, Links PS, Thabane L, Webb SP. Estimating the prevalence of borderline personality disorder in psychiatric outpatients using a two-phase procedure. Compr Psychiatry. 2008;49(4):380–6. https://​doi.​org/​10.​1016/​j.​comppsych.​2008.​01.​007.

4.
Herman JL, Perry JC, Van der Kolk BA. Childhood trauma in borderline personality disorder. Am J Psychiatry. 1989 Apr;146(4):490–5. https://​doi.​org/​10.​1176/​ajp.​146.​4.​490.

5.
Ogata SN, Silk KR, Goodrich S, Lohr NE, Hill EM. Childhood sexual and physical abuse in adult patients with borderline personality disorder. Am J Psychiatry. 1990 Sep;147(8):1008–13. https://​doi.​org/​10.​1176/​ajp.​147.​8.​1008.

6.
Salzman JP, Salzman C, Wolfsona AN, Albanesea M, Loopera J, Ostachera M, et al. Association between borderline personality disorder and history of childhood sexual abuse in adult volunteers. Compr Psychiatry. 1993;34(4):254–7. https://​doi.​org/​10.​1016/​0010-440X(93)90007-Q.

7.
Bandelow B, Krause J, Wedekind D, Broocks A, Hajak G, Rüther E. Early traumatic life events, parental attitudes, family history, and birth risk factors in patients with borderline personality disorder and healthy controls. Psychiatry Res. 2005 Apr;134(2):169–79. https://​doi.​org/​10.​1016/​j.​psychres.​2003.​07.​008.

8.
Fossati A, Madeddu F, Maffei C. Borderline personality disorder and childhood sexual abuse: A meta-analytic study. J Pers Disord. 1999 Fal;13(3):268–280. doi:https://​doi.​org/​10.​1521/​pedi.​1999.​13.​3.​268.

9.
Gibson LE, Cooper S, Reeves LE, Anglin DM, Ellman LM. The association between traumatic life events and psychological symptoms from a conservative, transdiagnostic perspective. Psychiatry Res. 2017 Jun;252:70–4. https://​doi.​org/​10.​1016/​j.​psychres.​2017.​02.​047.

10.
Johnson JG, Cohen P, Brown J, Smailes E, Bernstein DP. Childhood maltreatment increases risk for personality disorders during early adulthood. Arch Gen Psychiatry. 1999 Jul;56(7):600–6. https://​doi.​org/​10.​1001/​archpsyc.​56.​7.​600.

11.
Zanarini MC. Childhood experiences associated with the development of borderline personality disorder. Psychiatr Clin North Am. 2000 Apr;23(1):89–101. https://​doi.​org/​10.​1016/​S0193-953X(05)70145-3.

12.
Gunderson JG, Sabo AN. The phenomenology and conceptual interface between borderline personality disorder and PTSD. Am J Psychiatry. 1993;150(1):19–27. https://​doi.​org/​10.​1176/​ajp.​150.​1.​19.

13.
Pagura J, Stein MB, Bolton JM, Cox BJ, Grant B, Sareen J. Comorbidity of borderline personality disorder and posttraumatic stress disorder in the U.S. population. J Psychiatr Res. 2010 Dec;44(16):1190–8. https://​doi.​org/​10.​1016/​j.​jpsychires.​2010.​04.​016.

14.
Zimmerman M, Mattia JI. Axis I diagnostic comorbidity and borderline personality disorder. Compr Psychiatry. 1999;40(4):245–52. https://​doi.​org/​10.​1016/​S0010-440X(99)90123-2.

15.
Gunderson JG. Handbook of good psychiatric management for borderline personality disorder. Arlington: American Psychiatric Publishing, Inc.; 2014.

16.
Brown MZ, Comtois KA, Linehan MM. Reasons for suicide attempts and nonsuicidal self-injury in women with borderline personality disorder. J Abnorm Psychol. 2002 Feb;111(1):198–202. https://​doi.​org/​10.​1037/​0021-843X.​111.​1.​198.

17.
Harned MS, Rizvi SL, Linehan MM. Impact of co-occurring posttraumatic stress disorder on suicidal women with borderline personality disorder. Am J Psychiatry. 2010 Oct;167(10):1210–7. https://​doi.​org/​10.​1176/​appi.​ajp.​2010.​09081213.

18.
Kleindienst N, Bohus M, Ludascher P, Limberger MF, Kuenkele K, Ebner-Priemr UW, et al. Motives for nonsuicidal self-injury among women with borderline personality disorder. J Nerv Ment Dis. 2008 Apr;196(3):230–6. https://​doi.​org/​10.​1097/​NMD.​0b013e3181663026​.

19.
Marshall-Berenz EC, Morrison JA, Schumacher JA, Coffey SF. Affect intensity and lability: The role of posttraumatic stress disorder symptoms in borderline personality disorder. Depress Anxiety. 2011 May;5(28):393–9. https://​doi.​org/​10.​1002/​da.​20798.

20.
Keuroghlian AS, Gunderson JG, Pagano ME, Markowitz JC, Ansell EB, Shea MT, et al. Interactions of borderline personality disorder and anxiety disorders over 10 years. J Clin Psychiatry. 2015 Nov;76(11):1529–34. https://​doi.​org/​10.​4088/​JCP.​14m09748.

21.
Foa EB, Keane TM, Friedman MJ, Cohen JA. Effective treatments for PTSD: Practice guidelines from the International Society for Traumatic Stress Studies. 2nd ed. New York, NY: Guilford Press; 2009.

22.
Bradley R, Greene J, Russ E, Dutra L, Westen D. A multidimensional meta-analysis of psychotherapy for PTSD. Am J Psychiatry. 2005 Feb;162(2):214–27. https://​doi.​org/​10.​1176/​appi.​ajp.​162.​2.​214.

23.
van Minnen A, Harned M, Zoellner L, Mill K. Examining potential contraindications for prolonged exposure therapy for PTSD. Eur J Psychotraumatol. 2012 Jul;3:1–14. https://​doi.​org/​10.​3402/​ejpt.​v3i0.​18805.

24.
Choi-Kain LW, Finch EF, Masland SR, Jenkins JA, Unruh BT. What works in the treatment of borderline personality disorder. Curr Behav Neurosci Rep. 2017;4(1):21–30. https://​doi.​org/​10.​1007/​s40473-017-0103-z.

25.
Linehan M. Cognitive–behavioral treatment of borderline personality disorder. 1sted. New York: Guilford Press; 1993.

26.
Harned M, Korslund KE, Foa EB, Linehan MM. Treating PTSD in suicidal and self-injuring women with borderline personality disorder: Development and preliminary evaluation of a dialectical behavior therapy prolonged exposure protocol. Behav Res Ther. 2012 Jun;50(6):381–6. https://​doi.​org/​10.​1016/​j.​brat.​2012.​02.​011.

27.
Bohus M, Dyer AS, Priebe K, Krüger A, Kleindienst N, Schmahl C, et al. Dialectical behaviour therapy for post-traumatic stress disorder after childhood sexual abuse in patients with and without borderline personality disorder: A randomised controlled trial. Psychother Psychosom. 2013 Jun;82(4):221–33. https://​doi.​org/​10.​1159/​000348451.

28.
Harned MS, Korslund KE, Linehan MM. A pilot randomized controlled trial of Dialectical Behavior Therapy with and without the dialectical behavior therapy prolonged exposure protocol for suicidal and self-injuring women with borderline personality disorder and PTSD. Behav Res Ther. 2014 Apr;55:7–17. https://​doi.​org/​10.​1016/​j.​brat.​2014.​01.​008.

29.
Steil R, Dittmann C, Müller-Engelmann M, Dyer A, Maasch AM, Priebe K. Dialectical behaviour therapy for posttraumatic stress disorder related to childhood sexual abuse: a pilot study in an outpatient treatment setting. Eur J Psychotraumatol. 2018 Jan;9(1):102–6. https://​doi.​org/​10.​1080/​20008198.​2018.​1423832.

30.
Harned MS, Chapman AL, Dexter-Mazza ET, Murray A, Comtois KA, Linehan MM. Treating co-occurring Axis I disorders in recurrently suicidal women with borderline personality disorder: A 2-year randomized trial of dialectical behavior therapy versus community treatment by experts. Journal of Consulting and Clinical Psychology [Internet]. 2008 Dec [cited 2019 Aug 26];76(6):1068–1075. doi:https://​doi.​org/​10.​1037/​a0014044.

31.
Bateman A, Fonagy P. editors. Handbook of mentalizing in mental health practice. The handbook of mentalization-based treatment. Arlington, VA: American Psychiatric Publishing, Inc.; 2012.

32.
Yeomans FE, Clarkin JF, Kernberg O. A primer of transference-focused psychotherapy for the borderline patient. Northvale, NJ: Jason Aronson; 2002.

33.
Diagnostic and statistical manual of mental disorders. DSM-IV-TR. Washington, DC: American Psychiatric Association; 2000.

34.
Weathers FW, Litz BT, Herman DS, Huska JA, Keane TM. The PTSD Checklist (PCL): reliability, validity, and diagnostic utility. San Antonio: Paper presented at the 9th Annual Conference of the ISTSS; 1993.

35.
Blanchard EB, Jones-Alexander J, Buckley TC, Forneris CA. Psychometric properties of the PTSD Checklist (PCL). Behav Res Ther. 1996 Aug;34(8):669–73. https://​doi.​org/​10.​1016/​0005-7967(96)00033-2.

36.
National Center for PTSD. [Internet]. Using the PTSD Checklist (PCL). 2012. Available from: http://​sph.​umd.​edu/​sites/​default/​files/​files/​PTSDChecklistSco​ring.​pdf.

37.
Monson CM, Gradus JL, Young-Xu Y, Schnurr PP, Price JL, Schumm JA. Change in posttraumatic stress disorder symptoms: Do clinicians and patients agree? Psychol Assess. 2008 Jun;20(2):131–8. https://​doi.​org/​10.​1037/​1040-3590.​20.​2.​131.

38.
Zanarini MC, Weingeroff JL, Frankenburg FR, Fitzmaurice GM. Development of the self-report version of the Zanarini Rating Scale for Borderline Personality Disorder. Personal Ment Health. 2015 Jul;9(4):243–9. https://​doi.​org/​10.​1002/​pmh.​1302.

39.
Zanarini MC. Zanarini Rating Scale for Borderline Personality Disorder (ZAN-BPD): a continuous measure of DSM-IV borderline psychopathology. J Pers Disord. 2003;17(3):233–42. https://​doi.​org/​10.​1521/​pedi.​17.​3.​233.​22147.

40.
Hamaker EL, Kuiper RM, Grasman RP. A critique of the cross-lagged panel model. Psychol Methods. 2015 Mar;20(1):102–16. https://​doi.​org/​10.​1037/​a0038889.

41.
Cohen J. Statistical power analysis. Curr Dir Psychol Sci. 1992 June;1(3):98–101. https://​doi.​org/​10.​1111/​1467-8721.​ep10768783.

42.
Little TD, Cunningham WA, Shahar G, Widaman KF. To parcel or not to parcel: Exploring the question, weighing the merits. Struct Equ Modeling. 2002;9(2):151–73. https://​doi.​org/​10.​1207/​S15328007SEM0902​_​1.

43.
Hu L, Bentler PM. Cutoff criteria for fit indexes in covariance structure analysis: Conventional criteria versus new alternatives. Struct Equ Modeling. 1999;6(1):1–55. 10.1080/10705519909540118.

44.
Fox PA. The PORT Mathematical Subroutine Library, Version 3. 1997. URL http: //www.​bell-labs.​com/​project/​PORT/​.

45.
Fox PA, Hall AP, Schryer NL. The PORT Mathematical Subroutine Library. ACM Trans Math Softw. 1978;4(2):104–26. https://​doi.​org/​10.​1145/​355780.​355783.

46.
Barrett P. Structural equation modelling: Adjudging model fit. Pers Individ Dif. 2007 May 1;42(5):815–24. https://​doi.​org/​10.​1016/​j.​paid.​2006.​09.​018.

47.
Little TD. Longitudinal structural equation modeling. New York: Guilford Press; 2013.

48.
Cristea IA, Gentili C, Cotet CD, Palomba D, Barbui C, Cuijpers P. Efficacy of psychotherapies for borderline personality disorder: a systematic review and meta-analysis. JAMA psychiatry. 2017;74(4):319–28. https://​doi.​org/​10.​1001/​jamapsychiatry.​2016.​4287.

49.
Gunderson JG. The borderline patient's intolerance of aloneness: insecure attachments and therapist availability. The American journal of psychiatry. 1996;153(6):752–8. https://​doi.​org/​10.​1176/​ajp.​153.​6.​752.

50.
American Psychiatric Association. Diagnostic and statistical manual of mental disorders (DSM-5®). American Psychiatric Pub; 2013.

51.
Harned MS, Gallop RJ, Valenstein-Mah HR. What changes when? The course of improvement during a stage-based treatment for suicidal and self-injuring women with borderline personality disorder and PTSD. Psychother Res. 2018;28(5):761–75. https://​doi.​org/​10.​1080/​10503307.​2016.​1252865.

52.
Sharp C, Wright AG, Fowler JC, Frueh BC, Allen JG, Oldham J, et al. The structure of personality pathology: Both general ('g') and specific ('s') factors? J Abnorm Psychol. 2015 Mar;124(2):387–98. https://​doi.​org/​10.​1037/​abn0000033.

53.
Grilo CM, Sanislow CA, Shea MT, Skodol AE, Stout RL, Gunderson JG, Yen S, Bender DS, Pagano ME, Zanarini MC, Morey LC, McGlashan TH. Two-year prospective naturalistic study of remission from major depressive disorder as a function of personality disorder co-morbidity. J Consul Clin Psychol. 2005;73:78–85. https://​doi.​org/​10.​1037/​0022-006X.​73.​1.​78.

54.
Gunderson JG, Morey LC, Stout RL, Skodol AE, Shea MT, McGlashan TH, et al. Major depressive disorder and borderline personality disorder revisited: Longitudinal interactions. J Clin Psychiat. 2004;65:1049–56 http://​dx.​doi.​org.​ccl.​idm.​oclc.​org/​10.​4088/​JCP.​v65n0804.

55.
Gunderson JG, Stout RL, Shea MT, Grilo CM, Markowitz JC, Morey LC, et al. Interactions of borderline personality disorder and mood disorders over 10 years. J Clin Psychiatry. 2014;75(8):829–34. https://​doi.​org/​10.​4088/​JCP.​13m08972.

56.
Skodol AE, Gunderson JG, Shea MT, McGlashan TH, Morey LC, Sanislow CA, et al. The Collaborative Longitudinal Personality Disorders Study (CLPS): Overview and implications. J Pers Disord. 2005 Oct;19(5):487–504. https://​doi.​org/​10.​1521/​pedi.​2005.​19.​5.​487.

57.
Walter M, Gunderson JG, Zanarini MC, Sanislow CA, Grilo CM, McGlashan TH, et al. New onsets of substance use disorders in borderline personality disorder over 7 years of follow-ups: Findings from the Collaborative Longitudinal Personality Disorders Study. Addiction. 2009 Jan;104(1):97–103. https://​doi.​org/​10.​1111/​j.​1360-0443.​2008.​02413.​x.

58.
Gunderson JG, Herpertz SC, Skodol AE, Torgersen S, Zanarini MC. Borderline personality disorder. Nat Rev Dis Primers. 2018;4:1–20. https://​doi.​org/​10.​1038/​nrdp.​2018.​29.



Publisher’s Note
Springer Nature remains neutral with regard to jurisdictional claims in published maps and institutional affiliations.


OEBPS/sidebar.gif





OEBPS/cc-by.png
() _®





OEBPS/contact.gif





OEBPS/A40479_2019_113_Fig1_HTML.png
Month 4

N=48

15

.62%

Admission Month 1 Month 2 Month 3
N=110 N=99 N=288 N=69
55% 52% .62* .59*
B, » B » B, » B,
.18 13 15
43%
S57* .59* .64*
Py » P » P, » P,
AT* .39% .38* 41*

-.06

* = path is significant at .001 level. A = admission; B = BPD symptoms on the ZAN-BPD; P =

PTSD symptoms on the PCL-C.





