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Abstract
Background  Neurological soft signs (NSS) are subtle sensorimotor abnormalities that have been observed in 
various mental disorders with neurodevelopmental origin. While NSS have been extensively examined in patients 
with schizophrenia (SZ), preliminary evidence also suggests that NSS are also present in patients with borderline 
personality disorder (BPD). However, a transdiagnostic examination of the severity of NSS in BPD compared to SZ is 
still lacking.

Methods  Here, NSS were examined with the Heidelberg NSS scale (HNSS) in three groups of female subjects: BPD 
(n = 45), SZ (n = 30) and healthy controls (HC) (n = 32). Multivariate analysis of variance (MANOVA) was conducted 
jointly for BPD, SZ, and HC and HNSS subscores. Post hoc tests were performed using linear discriminant analysis 
(LDA). In the BPD group, partial Spearman correlations (with age and medication as covariates) were performed 
between NSS scores and depressive symptoms (HAMD-21), impulsivity (BIS-11), dissociative symptoms (DTS), 
childhood trauma (CTQ), and borderline symptoms (BSL-23).

Results  BPD showed significantly higher NSS levels compared to HCs. For the BPD, significant associations between 
NSS and childhood trauma and depressive symptoms were found. MANOVA showed a significant group difference, 
LDA differentiated between HC, and patients with SZ and BPD, but not between the patient groups.

Conclusions  Patients with BPD have significantly higher NSS levels than HC. NSS in BPD showed significant 
associations with childhood trauma, supporting a “two-hit” model. Importantly, patients with BPD and SZ may show 
similar NSS patterns, suggesting that sensorimotor dysfunction is a transdiagnostic phenomenon.

Keywords  Neurological soft signs, Borderline personality disorder, Schizophrenia, Childhood trauma, Treatment 
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Introduction
Neurological soft signs (NSS) are subtle sensorimotor 
abnormalities which comprise difficulties in sensory inte-
gration, motor coordination, inhibition, and sequenc-
ing of complex motor tasks [1]. In contrast to clinically 
apparent “hard signs”, e.g., clearly observable deficits in 
the arm holding test, NSS cannot be attributed to a spe-
cific brain lesion. Rather, at least in healthy people, NSS 
are thought to reflect the neurodevelopmental variation 
of the sensorimotor system and its coupling with non-
sensorimotor functional networks [2, 3]. As a result of 
ongoing brain maturation, NSS levels decrease during 
childhood [4, 5], and various degrees of NSS persistence 
can be detected in healthy adults, being mostly stable 
over time. However, in the elderly, the NSS increase due 
to physiological aging processes, while in some cases, 
increasing NSS levels over time may also be indicative 
of neurodegenerative diseases [6, 7]. The vast majority of 
NSS research in mental disorders has been performed in 
schizophrenia (SZ) [8, 9]. Further, first-degree relatives 
of patients with SZ, including monozygotic twins, show 
higher NSS levels than healthy controls (HC) [10, 11] 
supporting NSS as a putative sensorimotor risk marker. 
NSS are found in antipsychotic-naïve patients with SZ in 
the first psychotic episode, as well as in people at risk of 
developing the disorder [12] and might predict the tran-
sition into manifest disorder [13]. In multiple episode SZ, 
NSS may show a more heterogeneous pattern over time, 
being frequently associated with negative symptoms and 
cognitive dysfunction [5, 9, 14]. More recently, NSS inte-
grative functions were found to predict auditory verbal 
hallucinations (AVH) in SZ, supporting the notion of a 
close interrelationship between sensorimotor and per-
ceptual abnormalities [15].

Beyond SZ, the extant research also suggests associa-
tions between NSS, affective and neurodevelopmental 
disorders such as autism or attention-deficit/hyperactiv-
ity disorder [9, 16–18], supporting the notion of a trans-
diagnostic neural signature of genuine sensorimotor 
system dysfunction that may be closely related to brain 
maturation. In this regard, it is noteworthy that increased 
NSS levels were also reported in individuals with per-
sonality disorders, particularly in borderline personality 
disorder (BPD) [19, 20]. Preliminary evidence suggests 
significantly increased NSS levels in BPD patients com-
pared to HC, particularly considering the motor coor-
dination and sensory integration domains [19, 21–24]. 
However, the significance of these findings is unclear 
at present. Some authors have argued in favor of a dis-
tinct BPD “psychomotor endophenotype” [19]. Other 
researchers suggested a close interrelationship between 
impulsivity and NSS in BPD [19, 23], whereas a more 
recent study highlighted a significant association between 
overall BPD severity and NSS [23].

To fill the extant gap of knowledge, this study has 
four major goals: (1) Investigating, if NSS levels are 
significantly different between BPD patients and HC, 
particularly with respect to motor coordination and 
sensorimotor integrative functions. (2) Exploring asso-
ciations between NSS and BPD overall symptom load, 
distinct symptom dimensions (e.g., impulsivity or dis-
sociation), and risk factors (e.g., childhood trauma). (3) 
Investigating, if distinct NSS subdomains (e.g., integra-
tive functions or complex motor behavior) will signifi-
cantly differ between patients with BPD and those with 
SZ. (4) Finally, employing a descriptive and predictive 
linear discrimination analysis (LDA) to examine if both 
total NSS and subscale scores can discriminate between 
the three groups.

Methods
Participants
To reduce clinical and other phenotypic heterogeneity 
that has been frequently ascribed to gender by previous 
studies [25, 26], 108 female participants were included in 
this study, divided into three groups, i.e. 45 individuals 
with BPD, 30 individuals with SZ, and 32 HC. Recruit-
ment of BPD and HC took place at the Department of 
General Psychiatry at Heidelberg University, Germany.

Participants in the BPD group met the DSM-5 criteria 
for BPD at the time of the study assessment. A prior BPD 
diagnosis was further confirmed by reviewing detailed 
medical records provided by the participants prior to 
being included in this study. Further inclusion criteria for 
BPD patients were age between 18 and 65 years and a sta-
ble psychotropic medication for at least 2 weeks. Exclu-
sion criteria were a lifetime history of severe neurological 
or physical diseases that may influence brain function-
ing, any severe DSM-5 substance-use disorder fulfilling 
DSM-5 diagnostic criteria (except for tobacco) in the past 
6 months, and a history of a psychotic disorder (particu-
larly schizophrenia-spectrum disorders, major depressive 
or bipolar disorder with psychotic features, or psychotic 
disorders due to psychotropic drug use or due to a medi-
cal condition). Of note, other mental disorders, such as, 
e.g., major depressive disorder or post-traumatic stress 
disorder (PTSD), were not defined as exclusion criteria, 
since they are regarded as frequent comorbid disorders 
in BPD, and since we considered the omission of such 
comorbidities as not representative of the clinical picture 
that dominates psychiatric practice [27]. In this sample, 
current and lifetime comorbid mental disorders included 
major depressive disorder, posttraumatic stress disorder, 
anxiety disorder, specific phobia, social phobia, obses-
sive-compulsive disorder, attention–deficit/hyperactivity 
disorder, and eating disorders. One participant also had 
a lifetime history of amphetamine use disorder, being in 
full remission at the time of being included in this study.
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All BPD patients were medicated, with antidepressants 
being the most prevalent drug class, followed by second-
generation antipsychotics, mood stabilizers, and stimu-
lants. None of the patients received benzodiazepines.

In BPD patients, antidepressant and antipsychotic 
medication were standardized as Imipramine [IMI] [28] 
and Olanzapine [OLZ] [29] equivalents, respectively. IMI 
and OLZ equivalents were z-transformed, summed up, 
and included as covariates in subsequent analyses (see 
below).

Patients with SZ according to ICD-10 (F20.x) were 
recruited at the Department of Psychiatry and Psy-
chotherapy at the Central Institute of Mental Health in 
Mannheim, Germany, and at the Department of General 
Psychiatry and Psychotherapy at Heidelberg University 
Hospital, Germany.

The diagnosis was confirmed using the German ver-
sions of the Structured Clinical Interview for DSM-IV-
TR axis I and II disorders (SCID) and examination of the 
detailed medical report. Further inclusion and exclusion 
criteria were equal to the BPD group (age 18–65, stable 
psychotropic medication for at least 2 weeks, no lifetime 
history of severe neurological or physical diseases that 
may influence brain functioning, and no severe DSM-5 
substance-use disorder (except for tobacco) in the past 6 
months).

All SZ patients were medicated with second generation 
antipsychotics, either in monotherapy or in combination. 
We evaluated the antipsychotic medication using OLZ 
equivalents [29]. None of the patients received benzodi-
azepines. HC were recruited via personal communication 
and community advertisements. The inclusion criteria 
for HC were the absence of a personal or family history of 
any mental disorder, as well as the absence of a personal 
history of neurological disorders or other physical dis-
eases that could potentially influence brain functioning.

The study was conducted in accordance with the Decla-
ration of Helsinki. Ethical approval was received from the 
local ethics committee (Medical Faculty Heidelberg at 
Heidelberg University, Germany). Written informed con-
sent was obtained from all participants after a detailed 
explanation of the aims and procedures of the study.

Clinical assessment
NSS were assessed by the well-established Heidelberg 
NSS scale (HNSS) [1], which contains 16 items that tap 
into five functional subdomains [1]. Motor coordination 
(MoCo), as assessed by five items (Ozeretski’s test, diado-
chokinesia, pronation/supination, finger-to-thumb oppo-
sition, speech articulation); [2] integrative functions (IF), 
as assessed by three items (standing and gait, tandem 
walking, two-point discrimination); [3] complex motor 
tasks (CoMT), as assessed by two items (finger-to-nose 
and fist-edge-palm); [4] right/left and spatial orientation 

(RLSpO), as assessed by four items (right/left orientation, 
graphesthesia, face-hand test, stereognosis); [5] hard 
signs (HS), as assessed by two items (arm holding test, 
mirror movements). All items are rated on a 0- to 3-point 
scale (absent, slight, present, marked). HNSS shows good 
internal reliability (Cronbach’s α 0.83) and a good interra-
ter reliability (0.88) [1]. Assessment of the NSS was per-
formed by trained raters. The raters were not blind to the 
diagnoses of the participants.

In BPD patients, depressive symptoms were assessed 
with the Hamilton depression scale with 21 items 
(HAMD-21) [30]. Childhood trauma was assessed with 
the self-rated Childhood Trauma Questionnaire (CTQ) 
[31–33], which includes subscores measuring emotional 
abuse, physical abuse, sexual abuse, emotional neglect, 
and physical neglect. Impulsivity was assessed with the 
self-rated Barrett Impulsiveness Scale-11 (BIS-11) [34]. 
In further analyses of the BIS-11, the total score as well 
as two subscores (cognitive and behavioral) were consid-
ered according to a more recent two-factor solution [35]. 
The severity of borderline symptoms was self-rated using 
a short version of the borderline symptom list (BSL-23) 
[36]. Dissociative symptoms were self-rated using the 
Dissociation Tension Scale (DTS) [37, 38].

In SZ patients, the Positive and Negative Syndrome 
Scale (PANSS) [39] and the Brief Psychiatric Rating Scale 
(BPRS) [40] were used to assess positive, negative, and 
overall symptom load.

Data analysis
Data analysis was performed using the statistic software 
R 4.2.2 [41] with the following additional packages: ppcor 
for partial correlation [42], MASS for LDA [43] caret for 
prediction of the LDA [44], agricolae for Fisher LSD-test 
[45], ggplot2 for graphs (Boxplots, correlation graphs) 
[46].

Between-group differences (BPD vs. HC and BPD vs. 
SZ) in the demographic data were calculated using the 
Wilcoxon rank sum test (as they did not meet the crite-
ria for a t-test or Welch test, which was previously tested 
with the Shapiro-Wilk test (normality) and Levene test 
(homogeneity of variance). For visualization of the distri-
bution of the HNSS subscores, boxplots were used.

Multivariate analysis of variance (MANOVA) was per-
formed with all three groups (BPD, SZ, and HC) and 
HNSS subscores. A post hoc test LDA following the 
workflow of Andy Field [47] was performed, using group 
as the grouping variable and NSS subscores as an inde-
pendent variable. The LDA analysis was followed up by 
a calculation of the predictive values of the LDA model. 
Additionally, as a post hoc test, Fisher’s LSD test was 
applied, looking at the group differences for each HNSS 
subscore separately. P-values < 0.05 were considered 
significant.
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Within the BPD sample, being the diagnostic group of 
major interest in this study, partial Spearman correlations 
were performed using age and medication (as described 
above) as covariates for total HNSS and its subscores and 
HAMD-21, BIS-11 (total and cognitive and behavioral 
subscore), DTS, CTQ (total and its subscores emotional 
abuse, physical abuse, sexual abuse, emotional neglect, 
and physical neglect), and BSL-23. Significant partial 
Spearman correlations were visualized as scatter plots. 
P-values < 0.05 were considered significant.

Results
Demographics and clinical scores
BPD and HC did not differ significantly in age and educa-
tion years. BPD and HC differed significantly in HAMD-
21, DTS, CTQ, BIS-11, and BSL-23. BPD and SZ differed 
significantly in age and education (see Table 1 for more 
details).

NSS: comparisons between BPD, SZ and HC
BPD had significantly greater NSS scores in the subscales 
MoCo, IF, CoMT, and HS compared to HC (Fig.  1). SZ 
exhibited significantly higher NSS in the MoCo, CoMT, 
RLSpO, and HS subscales compared to BPD.

MANOVA showed significant group differences 
between HC, BPD and SZ (p < 0.001). MANOVA was 
followed by LDA and a post hoc test that revealed two 
discriminant functions. The first explained 91.95% of the 

variance, the second 8.05%. The coefficients of the first 
discriminant functions were as follows: MoCo 0.026, IF 
-0.239, CoMT − 0.460, RLSpO − 0.107, and HS -0.268. 
The second discriminant function had the following coef-
ficients: MoCo − 0.031, IF 0.639, CoMT − 0.367, RLSpO 
− 0.079, and HS -0.073. The discriminant function plot 
showed that the first variable differentiated between 
HC and the two patients’ groups (BPD and SZ), whereas 
the second function could not differentiate between the 
groups (see Fig. 2).

Additionally, looking at predictive LDAs, the discrim-
inate function had 72.0% accuracy, looking at the three 
groups, for BPD the sensitivity was 75.6% and the speci-
ficity 71.0%, for SZ the sensitivity was 46.7% and the 
specificity 94.8% and for HC the sensitivity was 90.6% 
and the specificity 89.3%.

The Fisher’s LSD post hoc test revealed differences 
between all three groups in MoCo, CoMT, and HS. For 
IF only HC was different compared to SZ and BPD, for 
RLSpO only SZ and HC were different, and BPD did not 
differ significantly from SZ or HC.

Partial spearman correlations between NSS and clinical 
variables in BPD
There were significant positive partial correlations 
between HNSS and CTQ Total scores. In particular, 
we found a significant association between CTQ Total, 
HNSS Total and CTQ emotional abuse, HNSS Total and 

Table 1  Demographics
HC (n = 32) BPD (n = 45) SZ (n = 30)
Mean SD Mean SD Mean SD p-value

(BPD vs. HC)
p-value
(BPD vs. SZ)

Age (years) 24.3 5.2 27.8 9.1 34.4 7.3 0.127 0.005
Education years 15.9 2.6 15.3 3.0 13.7 3.3 0.256 0.030
HAMD-21 0.5 1.1 10.3 7.8 n.a. < 0.001
DTS 18.4 24.0 368 282.3 n.a. < 0.001
CTQ 43.9 9.3 68.5 16.8 n.a. < 0.001
BIS-11 54.6 6.9 72.3 10.4 39.8 38.9 < 0.001
BSL-23 2.8 2.9 43.3 20.1 n.a. < 0.001
PANSS positive 13.9 7.0
PANSS negative 14.5 8.5
PANSS general 31.0 10.3
PANSS total 59.4 22.5
BPRS total 32.9 12.2
HNSS total score 2.4 1.8 10.2 7.8 16.8 8.3 < 0.001 < 0.001
HNSS motor coordination (MoCo) 0.9 1.2 3.7 3.5 6.4 4.6 < 0.001 0.006
HNSS integrative functions (IF) 0.3 0.6 2.1 1.8 2.5 1.8 < 0.001 0.250
HNSS complex motor tasks (CoMT) 0.1 0.4 1.1 1.3 2.8 2.1 < 0.001 < 0.001
HNSS right/left & spatial orientation (RLSpO) 0.8 1.0 1.7 2.8 2.5 2.1 0.210 0.015
HNSS hard signs (HS) 0.5 0.8 1.5 1.3 2.6 1.8 < 0.001 0.002
Wilcoxon rank sum test. Significant results in bold font

Abbreviations: BIS-11, Barratt Impulsiveness Scale-11: BPD, borderline personality disorder; BPRS, Brief Psychiatric Rating Scale; BSL-23, short version of borderline 
symptom list; CoMT, complex motor tasks; CTQ, Childhood Trauma Questionnaire; DTS, Dissociation Tension Scale; HAMD-21, Hamilton depression scale; HC, healthy 
control; HNSS, Heidelberg Neurological soft signs scale; HS, hard signs; IF, integrative functions; MoCo, motor coordination; n.a. not available; NSS, Neurological soft 
signs; PANSS, Positive and Negative Syndrome Scale; RLSpO, right/left and spatial orientation; SZ, schizophrenia
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CTQ physical abuse, and HNSS Total and CTQ emo-
tional neglect (Fig. 3). In the HNSS subscores there were 
significant partial correlations between MoCo and CTQ 
Total, and IF and HAMD Total (Fig.  2). There were no 
significant partial correlations with BSL-23, BIS-11 (total 
and subscores), or DTS.

Discussion
To the best of our knowledge, this is the first study that 
compared NSS levels between BPD and SZ. This study 
was designed (i) to investigate if there are significant dif-
ferences in the NSS levels between BPD patients and HC, 
especially on the subscales MoCo and IF, (ii) to examine 
the relationships between NSS and specific symptom 
clusters (e.g., impulsiveness, dissociative symptoms, and 
depressive symptoms), experiences of childhood trauma 
and overall symptom severity in BPD, and (iii) to inves-
tigate if distinct NSS subscales can specifically classify 
participants with BPD and SZ. We will now discuss these 
findings in more detail.

First, participants with BPD had higher NSS scores 
than those with HC. Differences were found in the NSS 
total score as well as in MoCo, IF, CoMT, and HS sub-
scales scores. These findings are in line with previous 
studies [19, 21–24], albeit a more direct comparability 
is limited due to the nonuniform use of the NSS assess-
ments and different items within individual NSS sub-
scales in previous research. In terms of NSS subscores, 
we were able to confirm our prior hypothesis and support 
previous evidence of higher IF and MoCo scores in BPD 
versus HC. Interestingly, this study did not discover any 
associations between NSS and psychopathological symp-
toms such as borderline-specific symptoms, impulsivity, 
and dissociative symptoms. These findings differ partially 
from those of previous studies. For instance, Khowei-
led et al. found a significant correlations between NSS 
and borderline-specific symptom severity (measured 
with the Borderline Personality Questionnaire, a self-
questionnaire with 80 items with dichotomous response) 
and impulsivity (measured by the BIS-11) [23]. To the 
authors’ knowledge, only one other study has explored 

Fig. 1  Comparison of HNSS subscores (MoCo, IF, CoMT, RLSpO, HS) between HC, BPD, and BPD and SZ. P-values of the Wilcoxon rank sum test. Significant 
p-values are in bold font. Abbreviations: CoMT, complex motor tasks; HC, healthy control; HNSS, Heidelberg Neurological soft signs scale; HS, hard signs; 
IF, integrative functions; MoCo, motor coordination; RLSpO, right/left and spatial orientation; SZ, schizophrenia
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the potential factors influencing NSS in BPD up to this 
point: In a combined correlation analysis involving both 
the BPD and HC groups, Arbabi et al. identified signifi-
cant correlations with depressive symptoms, anxiety, and 
impulsivity [19]. However, it is important to note that 
there were also observable group differences in all three 
scales, thus potentially increasing the risk of false positive 
findings.

Second, the NSS total score and the MoCo subscore 
showed significant positive correlations with the CTQ, 
where both the HNSS total and the “motor coordina-
tion” scores converged on the CTQ total and the physi-
cal abuse scores. There are several potential mechanisms 
that may explain the association between NSS and CTQ 
scores in BPD patients: Childhood trauma is already well-
studied as an important risk factor for the development 

of BPD [48]. In this regard, it is worth noting that NSS 
are physiological in children, and that such sensorimo-
tor signs disappear gradually as a consequence of brain 
maturation during childhood and adolescence [4, 5]. In 
BPD this process seems to be disrupted. The associa-
tion between NSS and childhood trauma suggests that 
traumatic childhood events may interfere with normal 
sensorimotor development, i.e., putatively disrupt the 
physiological sensorimotor maturation process. Trauma-
related alterations in neural pathways and structures may 
lead to the development of NSS in individuals with BPD. 
In this regard, the findings of this study support a “two-
hit” model of BPD, where childhood trauma can disrupt 
developmental processes far beyond affective and cogni-
tive processing. Gene-environment interactions can be 
clearly associated with alterations in brain structure and 

Fig. 2  Linear discriminant analysis between BPD (black), SZ (green), and HC (red). Abbreviations: BPD, borderline personality disorder; HC, healthy control; 
LD, linear discriminant; SZ, schizophrenia
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function [49, 50] as well as psychosocial conditions [51]. 
The emotional and psychological distress resulting from 
childhood trauma and the aberrant neurodevelopment as 
reflected by NSS may contribute to the development and 
severity of BPD-associated psychopathological symp-
toms. In addition, it is well established that childhood 
trauma predicts disease course and treatment outcome 
in BPD [52, 53]. Adding sensorimotor signs, particularly 
NSS, as an objective proxy for past trauma may refine 
existing outcome prediction models [54]. Eventually, it is 
important to note that the precise mechanisms underly-
ing the association between NSS and CTQ scores in BPD 
are not fully understood, and further research is needed 
to explore these relationships in greater detail.

Third, a positive correlation between IF and depres-
sive symptoms was found. This finding is consistent with 
studies that have found higher NSS scores in mood disor-
ders such as major depressive disorder (MDD) [16] and 
bipolar disorders [55]. However, the association between 
NSS and depressive symptoms in BPD is a complex and 
multifaceted phenomenon. A possible explanation might 
be that depressive symptoms can sometimes go along 
with sensorimotor alterations, although these altera-
tions are not typically considered diagnostic criteria for 
MDD. Furthermore, the link between NSS and depres-
sive symptoms again emphasizes a transdiagnostic con-
nection between sensorimotor and affective domains in 
BPD [56].

Fourth, while participants with SZ exhibited nota-
bly higher scores in the NSS subscales MoCo, CoMT, 
RLSpO, and HS than those with BPD, a post hoc analysis 
comparing all three groups revealed a significant distinc-
tion between the HC and both the BPD and SZ groups. 
Our findings of increased NSS levels in SZ are in line with 
previous studies (for a meta-analysis, see [9]). However, 
our study is the first to compare NSS in BPD with NSS in 
SZ. Participants with BPD showed similar NSS patterns 
compared with participants with SZ, especially in the IF 
subscale, which may indicate an overlap of the sensorim-
otor phenomena of BPD and SZ. There might be similar 
developmental aberrations during adolescence regarding 
the maturation of the sensorimotor networks in BPD and 
SZ or even a similar vulnerability for the disruption of the 
sensorimotor maturation process, although this needs to 
be addressed by further research more directly. Although 
childhood trauma is a risk factor for the development 
of SZ [57], we did not identify any studies showing that 
childhood trauma may explain higher levels of NSS in SZ 
compared to HC. However, an earlier study by Gurvits et 
al. [58] found that NSS are present in both women and 
men with PTSD who have experienced various types of 
traumatic events as children and adults. Furthermore, the 
study by Zhao et al. [59] found that depressive patients 
experiencing childhood emotional or physical neglect 
showed more frontal area-related NSS compared to their 
respective group without maltreatment. Although this 

Fig. 3  Visualization of significant partial Spearman correlations between HNSS and scores in BPD-group with scatter plots. There were no significant 
partial correlations with BSL-23, BIS-11 (total and subscores), or DTS. Abbreviations: BIS-11, Barratt Impulsiveness Scale-11: BPD, borderline personality 
disorder; BSL-23, short version of borderline symptom list; CoMT, complex motor tasks; CTQ, Childhood Trauma Questionnaire; DTS, Dissociation Tension 
Scale; HAMD-21, Hamilton depression scale; HC, healthy control; HNSS, Heidelberg Neurological soft signs scale; HS, hard signs; IF, integrative functions; 
MoCo, motor coordination; NSS, Neurological soft signs; RLSpO, right/left and spatial orientation
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study cannot provide information on the direct associa-
tion between childhood trauma and SZ, it provides evi-
dence that child maltreatment can contribute to higher 
NSS in psychiatric disorders.

The strengths of this study are the larger sample size of 
patients with BPD compared to previous studies on NSS 
in BPD, its transdiagnostic design, and the different sta-
tistical methods used. However, this study also has some 
limitations: One of the major potential limitations of this 
study is its cross-sectional design, as the degrees of NSS 
in BPD could potentially vary over time. At present, lon-
gitudinal studies investigating NSS in BPD are not avail-
able, and therefore this prominent question needs to be 
addressed by future research. Although our results show 
that the NSS are independent of the acute psychopatho-
logical symptoms, we cannot make any statement on the 
temporal stability of the NSS based on this cross-sec-
tional study. Therefore, we strongly endorse longitudinal 
study designs that examine the temporal stability of NSS. 
We also acknowledge that HNNS raters were not blind 
to patient’s diagnoses. Yet, in this regard it is noteworthy 
that a previous meta-analysis that considered patients 
with SZ and healthy individuals at risk for SZ did not 
reveal significant effects of rater blinding Neelam et al. 
(2011). Also, while we show that the degree of soft sign 
load significantly differs between BPD and SZ patients, 
the LDA did not significantly discriminate between the 
patient groups [60]. We acknowledge the extensive num-
ber of statistical tests conducted in this study and recog-
nize that the findings presented and discussed were not 
corrected for multiple comparisons. Considering the lim-
ited research on the sensorimotor domain in BPD and the 
current lack of transdiagnostic studies comparing indi-
viduals with BPD to other diagnostic groups, we regard 
this study as predominantly exploratory. These findings 
should therefore be interpreted with caution and await 
further independent replication and extension. Another 
potential limitation to consider is that, apart from severe 
substance-use disorder in the past six months and cur-
rent or lifetime psychotic disorders, no other psychiat-
ric comorbidities were excluded in the BPD group. Yet, 
psychiatric comorbidities in BPD are far from being an 
exception (e.g., the prevalence for mood disorders has 
been estimated at up to 96%) [27], so excluding patients 
with psychiatric comorbidities would likely lead to an 
unrepresentative study cohort. Finally, we are aware of 
the fact that although the CTQ has good test-retest reli-
ability for shorter periods (< 1 year) [33, 61], there are no 
studies available that provide robust evidence for good 
test-retest reliability for longer periods. Also, the recall 
of memories is affected as such in patients with psychi-
atric disorders, who recall fewer specific and more gen-
eral memories [62]. While childhood trauma clearly has a 
crucial role in the neurodevelopment, disease course, and 

outcome of BPD, assessing childhood trauma neverthe-
less is prone to inaccuracies and as such, some of these 
inaccuracies may also have an impact on the associations 
between CTQ and NSS, as shown by this study. Addi-
tionally, the use of the CTQ included childhood experi-
ences that do not traditionally align with the definition of 
traumatic events but have been shown to be particularly 
relevant in BPD. The meta-analysis of Porter et al. (2020) 
identified emotional abuse and neglect as the most com-
mon childhood adversity in individuals with BPD com-
pared to healthy controls [63].

Conclusion
In conclusion, our comprehensive study investigating 
NSS in BPD and SZ revealed novel insights into these 
complex mental disorders. By identifying and compar-
ing the levels of NSS, we enhanced our understanding 
of the distinct and shared sensorimotor profiles in both 
disorders. These findings underscore the importance of a 
multi-dimensional approach to psychiatric research and 
hold the potential to inform more targeted interventions 
and personalized treatment strategies for individuals 
grappling with BPD and SZ based on the sensorimotor 
domain.

Abbreviations
AVH	� Auditory verbal hallucinations
BIS-11	� Barratt Impulsiveness Scale-11
BPD	� Borderline personality disorder
BPRS	� Brief Psychiatric Rating Scale
BSL-23	� Short version of borderline symptom list
CoMT	� Complex motor tasks
CTQ	� Childhood Trauma Questionnaire
DTS	� Dissociation Tension Scale
HAMD-21	� Hamilton depression scale
HC	� Healthy control
HNSS	� Heidelberg NSS scale

Acknowledgements
We are grateful to Elodie Rijnja for her contributions to data acquisition.

Author contributions
RCW, MLO and DH designed the study. DH and RCW obtained funding. DH, 
SF, YLP, YB, MK, CT and MLO recruited and assessed the participants. MLO and 
MMS performed statistical analysis. RCW and MMS supervised analyses. NDW, 
KMK, SF, GAB and FS interpreted and critically discussed the results. MLO, RCW 
and DH wrote the first draft of the manuscript. All authors contributed to and 
approved the manuscript.

Funding
Open Access funding enabled and organized by Projekt DEAL.
The study was supported by the German Research Foundation (DFG, grants 
WO 1881/15 − 1 and WO 1881/17 − 1 to RCW + HI 1928/2 − 1 and HI 1928/6 − 1 
to DH).

Data availability
Data will be made available on scientifically reasonable request.

Declarations

Ethics approval and consent to participate
All procedures contributing to this work complied with the ethical 
standards of the relevant national and institutional committees on human 



Page 9 of 10Otte et al. Borderline Personality Disorder and Emotion Dysregulation            (2025) 12:9 

experimentation and with the Helsinki Declaration of 1975, as revised 2008. 
The local ethics committee (Medical Faculty Heidelberg at Heidelberg 
University, Germany) approved the study. Written informed consent was 
obtained from all participants following a complete description of the study.

Consent for publication
All patients gave informed consent to participate in the study and for 
publication.

Competing interests
The authors declare no competing interests.

Received: 1 October 2024 / Accepted: 2 February 2025

5. References
1.	 Schröder J, Niethammer R, Geider F-J, Reitz C, Binkert M, Jauss M, et al. Neuro-

logical soft signs in schizophrenia. Schizophr Res. 1991;6(1):25–30.
2.	 Dazzan P, Morgan KD, Chitnis X, Suckling J, Morgan C, Fearon P, et al. The 

structural brain correlates of neurological soft signs in healthy individuals. 
Cereb Cortex. 2006;16(8):1225–31.

3.	 Thomann PA, Hirjak D, Kubera KM, Stieltjes B, Wolf RC. Neural network 
activity and neurological soft signs in healthy adults. Behav Brain Res. 
2015;278:514–9.

4.	 Martins I, Lauterbach M, Slade P, Luís H, DeRouen T, Martin M, et al. A 
longitudinal study of neurological soft signs from late childhood into early 
adulthood. Dev Med Child Neurol. 2008;50(8):602–7.

5.	 Bachmann S, Bottmer C, Schröder J. Neurological soft signs in first-episode 
schizophrenia: a follow-up study. Am J Psychiatry. 2005;162(12):2337–43.

6.	 Kodama T, Nakagawa M, Arimura K, Koriyama C, Akiba S, Osame M. Cross-
sectional analysis of neurological findings among healthy elderly: study in a 
remote island in Kagoshima, Japan. Neuroepidemiology. 2002;21(1):36–43.

7.	 Seidl U, Thomann PA, Schroeder J. Neurological soft signs in nursing home 
residents with Alzheimer’s disease. J Alzheimers Dis. 2009;18(3):525–32.

8.	 Samson GD, Lahti AC, Kraguljac NV. The neural substrates of neurological soft 
signs in schizophrenia: a systematic review. Schizophrenia. 2022;8(1):42.

9.	 Tsapakis E-M, Mitkani CA, Fountoulakis KN. Neurological soft signs and 
schizophrenia. CNS Spectr. 2023:1–5.

10.	 Neelam K, Garg D, Marshall M. A systematic review and meta-analysis of neu-
rological soft signs in relatives of people with schizophrenia. BMC Psychiatry. 
2011;11(1):1–8.

11.	 Niethammer R, Weisbrod M, Schiesser S, Grothe J, Maier S, Peter U, et al. 
Genetic influence on laterality in schizophrenia? A twin study of neurological 
soft signs. Am J Psychiatry. 2000;157(2):272–4.

12.	 Petrescu C, Petrescu DM, Marian G, Focseneanu BE, Iliuta FP, Ciobanu CA, et al. 
editors. Neurological soft signs in Schizophrenia, a picture of the knowledge 
in the last decade: a scoping review. Healthcare: MDPI; 2023.

13.	 Chan RC, Cui H-r, Chu M-y, Zhang T-h, Wang Y, Wang Y, et al. Neurological 
soft signs precede the onset of schizophrenia: a study of individuals with 
schizotypy, ultra-high-risk individuals, and first-onset schizophrenia. Eur Arch 
Psychiatry Clin NeuroSci. 2018;268:49–56.

14.	 Sambataro F, Fritze S, Rashidi M, Topor CE, Kubera KM, Wolf RC, et al. Moving 
forward: distinct sensorimotor abnormalities predict clinical outcome after 
6 months in patients with schizophrenia. Eur Neuropsychopharmacol. 
2020;36:72–82.

15.	 Wolf RC, Rashidi M, Schmitgen MM, Fritze S, Sambataro F, Kubera KM, et al. 
Neurological soft signs predict auditory verbal hallucinations in patients with 
schizophrenia. Schizophr Bull. 2021;47(2):433–43.

16.	 Schülke R, Liepach K, Brömstrup AL, Folsche T, Deest M, Bleich S, et al. Neu-
rological soft signs are increased in major depressive disorder irrespective of 
treatment. J Neural Transm. 2023;130(4):575–83.

17.	 Patankar V, Sangle J, Shah HR, Dave M, Kamath R. Neurological soft signs 
in children with attention deficit hyperactivity disorder. Indian J Psychiatry. 
2012;54(2):159.

18.	 Hirjak D, Wolf RC, Koch SC, Mehl L, Kelbel JK, Kubera KM, et al. Neurological 
abnormalities in recent-onset schizophrenia and asperger-syndrome. Front 
Psychiatry. 2014;5:91.

19.	 Arbabi M, Paast N, Karim HR, Faghfori S, Memari AH. Mild neurological 
impairment may indicate a psychomotor endophenotype in patients with 
borderline personality disorder. Psychiatry Res. 2016;245:22–6.

20.	 Zhang J, Cai L, Zhu X, Yi J, Yao S, Hu M, et al. Neurological soft signs in 
adolescents with borderline personality traits. Int J Psychiatry Clin Pract. 
2015;19(1):40–4.

21.	 Gardner D, Lucas PB, Cowdry RW. Soft sign neurological abnormalities in 
borderline personality disorder and normal control subjects. J Nerv Ment Dis. 
1987;175(3):177–80.

22.	 De la Fuente JM, Bobes J, Vizuete C, Bascaran M, Morlán I, Mendlewicz J. 
Neurologic soft signs in borderline personality disorder. J Clin Psychiatry. 
2006;67(4):541.

23.	 Khoweiled AA, Gaafar Y, El Makawi SM, Kamel RM, Ayoub DR. Neurological 
soft signs correlation with symptom severity in borderline personality disor-
der. Middle East Curr Psychiatry. 2021;28(1):1–8.

24.	 Stein DJ, Hollander E, Cohen L, Frenkel M, Saoud JB, DeCaria C, et al. Neu-
ropsychiatric impairment in impulsive personality disorders. Psychiatry Res. 
1993;48(3):257–66.

25.	 Qian X, Townsend ML, Tan WJ, Grenyer BF. Sex differences in borderline 
personality disorder: a scoping review. PLoS ONE. 2022;17(12):e0279015.

26.	 Tadić A, Wagner S, Hoch J, Başkaya Ö, Von Cube R, Skaletz C, et al. Gender 
differences in axis I and axis II comorbidity in patients with borderline person-
ality disorder. Psychopathology. 2009;42(4):257–63.

27.	 Shah R, Zanarini MC. Comorbidity of borderline personality disorder: current 
status and future directions. Psychiatric Clin. 2018;41(4):583–93.

28.	 Hayasaka Y, Purgato M, Magni LR, Ogawa Y, Takeshima N, Cipriani A, et al. 
Dose equivalents of antidepressants: evidence-based recommendations 
from randomized controlled trials. J Affect Disord. 2015;180:179–84.

29.	 Leucht S, Samara M, Heres S, Patel MX, Furukawa T, Cipriani A, et al. Dose 
equivalents for second-generation antipsychotic drugs: the classical mean 
dose method. Schizophr Bull. 2015;41(6):1397–402.

30.	 Hamilton M. The Hamilton Depression Scale—accelerator or break on antide-
pressant drug discovery. Psychiatry. 1960;23(1):56–62.

31.	 Wingenfeld K, Spitzer C, Mensebach C, Grabe HJ, Hill A, Gast U, et al. The 
German version of the Childhood Trauma Questionnaire (CTQ): preliminary 
psychometric properties. Psychotherapie, Psychosomatik. Medizinische 
Psychologie. 2010;60(11):442–50.

32.	 Bernstein DP, Stein JA, Newcomb MD, Walker E, Pogge D, Ahluvalia T, et al. 
Development and validation of a brief screening version of the Childhood 
Trauma Questionnaire. Child Abuse Negl. 2003;27(2):169–90.

33.	 Bernstein DP, Fink L, Handelsman L, Foote J. Childhood trauma questionnaire. 
Assessment of family violence: A handbook for researchers and practitioners. 
1998.

34.	 Barratt ES. Factor analysis of some psychometric measures of impulsiveness 
and anxiety. Psychol Rep. 1965;16(2):547–54.

35.	 Reise SP, Moore TM, Sabb FW, Brown AK, London ED. The Barratt Impulsive-
ness Scale–11: reassessment of its structure in a community sample. Psychol 
Assess. 2013;25(2):631.

36.	 Bohus M, Limberger MF, Frank U, Chapman AL, Kühler T, Stieglitz R-D. Psy-
chometric properties of the borderline symptom list (BSL). Psychopathology. 
2007;40(2):126–32.

37.	 Stiglmayr C, Schimke P, Wagner T, Braakmann D, Schweiger U, Sipos V, et al. 
Development and psychometric characteristics of the dissociation tension 
scale. J Pers Assess. 2010;92(3):269–77.

38.	 Stiglmayr C. Spannung Und Dissoziation Bei Der Borderline-Persönlich-
keitsstörung. Lang; 2003.

39.	 Kay SR, Fiszbein A, Opler LA. The positive and negative syndrome scale 
(PANSS) for schizophrenia. Schizophr Bull. 1987;13(2):261–76.

40.	 Overall JE, Gorham DR. The brief psychiatric rating scale. Psychol Rep. 
1962;10(3):799–812.

41.	 R Core Team. R: a language and environment for statistical computing. R 
Foundation for Statistical Computing; 2022.

42.	 Kim S. ppcor: Partial and Semi-Partial (Part) Correlation. 2015.
43.	 Venables WN, Ripley BD. Modern Applied statistics with S. Fourth Ed. New 

York: Springer; 2002.
44.	 Kuhn M. Building predictive models in R using the caret package. J Stat 

Softw. 2008;28:1–26.
45.	 Mendiburu Fd. Agricolae: statistical procedures for agricultural research. 2021.
46.	 Wickham H. ggplot2: elegant graphics for data analysis. New York: Springer-; 

2016.
47.	 Field Z, Miles J, Field A. Discovering statistics using R. Discovering Stat Using 

R. 2012:1–992.
48.	 Ball JS, Links PS. Borderline personality disorder and childhood trauma: 

evidence for a causal relationship. Curr Psychiatry Rep. 2009;11(1):63–8.



Page 10 of 10Otte et al. Borderline Personality Disorder and Emotion Dysregulation            (2025) 12:9 

49.	 Rosada C, Bauer M, Golde S, Metz S, Roepke S, Otte C, et al. Association 
between childhood trauma and brain anatomy in women with post-
traumatic stress disorder, women with borderline personality disorder, and 
healthy women. Eur J Psychotraumatology. 2021;12(1):1959706.

50.	 Rosada C, Bauer M, Golde S, Metz S, Roepke S, Otte C, et al. Childhood trauma 
and cortical thickness in healthy women, women with post-traumatic stress 
disorder, and women with borderline personality disorder. Psychoneuroen-
docrinology. 2023;153:106118.

51.	 Herzog JI, Schmahl C. Adverse childhood experiences and the consequences 
on neurobiological, psychosocial, and somatic conditions across the lifespan. 
Front Psychiatry. 2018;9:420.

52.	 Gunderson JG, Daversa MT, Grilo CM, McGlashan TH, Zanarini MC, Shea MT, 
et al. Predictors of 2-year outcome for patients with borderline personality 
disorder. Am J Psychiatry. 2006;163(5):822–6.

53.	 Paris J, Nowlis D, Brown R. Developmental factors in the outcome of border-
line personality disorder. Compr Psychiatr. 1988;29(2):147–50.

54.	 Simonsen E, Vestergaard M, Storeb⊘ OJ, Bo S, J⊘ rgensen MS. Prediction of 
treatment outcome of adolescents with Borderline personality disorder: a 
2-Year Follow-Up study. J Personal Disord. 2021;35(Supplement B):111–30.

55.	 Al Sagheer T, Assaad S, Haddad G, Hachem D, Haddad C, Hallit S. Neurological 
soft signs in bipolar and unipolar disorder: a case-control study. Psychiatry 
Res. 2018;261:253–8.

56.	 Northoff G, Hirjak D, Wolf RC, Magioncalda P, Martino M. All roads lead to the 
motor cortex: psychomotor mechanisms and their biochemical modulation 
in psychiatric disorders. Mol Psychiatry. 2021;26(1):92–102.

57.	 McCutcheon RA, Marques TR, Howes OD. Schizophrenia—an overview. JAMA 
Psychiatry. 2020;77(2):201–10.

58.	 Gurvits TV, Gilbertson MW, Lasko NB, Tarhan AS, Simeon D, Macklin ML, et 
al. Neurologic soft signs in chronic posttraumatic stress disorder. Arch Gen 
Psychiatry. 2000;57(2):181–6.

59.	 Zhao H, Guo W, Niu W, Zhong A, Zhou X. Brain area-related neurological soft 
signs in depressive patients with different types of childhood maltreatment. 
Asia‐Pacific Psychiatry. 2015;7(3):286–91.

60.	 Neelam K, Garg D, Marshall M. A systematic review and meta-analysis of neu-
rological soft signs in relatives of people with schizophrenia. BMC Psychiatry. 
2011;11:1–8.

61.	 Cammack AL, Hogue CJ, Drews-Botsch CD, Kramer MR, Pearce BD, Knight 
T. Test-retest reliability of retrospective self-reported maternal exposure to 
childhood abuse and neglect. Arch Women Ment Health. 2016;19:415–21.

62.	 Barry TJ, Hallford DJ, Takano K. Autobiographical memory impairments as a 
transdiagnostic feature of mental illness: a meta-analytic review of investiga-
tions into autobiographical memory specificity and overgenerality among 
people with psychiatric diagnoses. Psychol Bull. 2021;147(10):1054.

63.	 Porter C, Palmier-Claus J, Branitsky A, Mansell W, Warwick H, Varese F. Child-
hood adversity and borderline personality disorder: a meta‐analysis. Acta 
Psychiatrica Scandinavica. 2020;141(1):6–20.

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


	﻿Neurological soft signs in borderline personality disorder and schizophrenia
	﻿Abstract
	﻿Introduction
	﻿Methods
	﻿Participants
	﻿Clinical assessment
	﻿Data analysis

	﻿Results
	﻿Demographics and clinical scores
	﻿NSS: comparisons between BPD, SZ and HC
	﻿Partial spearman correlations between NSS and clinical variables in BPD

	﻿Discussion
	﻿Conclusion
	﻿5. References


