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Background: The development of the clinical high-risk (CHR) prodromal 
criteria has facilitated advancement in understanding conversion to psy-
chosis and has provided opportunities for early intervention and treatment 
for these individuals. However, the majority of CHR cases do not meet 
full criteria for conversion, yet continue to experience clinically significant 
symptoms and impairment in daily functioning. It is likely that many of 
these individuals would also benefit from additional intervention and treat-
ment, but the outcomes and needs of these “non-converters” are not well 
characterized. Identifying common longitudinal patterns of symptoms and 
functioning of non-converters would support the identification of individu-
als who continue to require treatment and tailoring of services to their spe-
cific needs.
Methods: We used group-based trajectory modeling to identify com-
mon longitudinal symptom and functioning trajectories among CHR 
cases (N=561) in the second phase of the North American Prodrome 
Longitudinal Study (NAPLS2). Covariant trajectories of symptoms 
(including positive, negative, disorganized, and general) and functioning 
(including role and social) were examined. Models were tested for replica-
bility in an independent sample of CHR cases (N=291) from the first phase 
of NAPLS (NAPLS1).
Results: We identified a subgroup of individuals who exhibited symptom 
remission and functioning within the normal range, as well as at least two 
additional subgroups that exhibited different patterns of ongoing, clinically 
significant symptoms and functional deficits.
Discussion: We are currently investigating the validity of these subgroups 
by assessing their association with a variety of risk factors and biomarkers.
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Background: Individuals with schizophrenia spectrum disorders (SSDs) 
often suffer social cognitive deficits, which are associated with functional 
outcome. These include lower-level “simulation” processes (emotion rec-
ognition), thought to be subserved by a frontoparietal circuit, and higher-
level “mentalizing” processes (theory of mind), involving cortical midline 
and lateral temporal regions. Despite evidence supporting the distinction 
of these constructs, little work has focused on the factor structure of social 

cognition. In schizophrenia, factor analytic results have been inconsistent, 
likely due to task and analytic approach variability, and inadequate sample 
sizes. Further, confirmatory factor analysis (CFA) has not been used to 
compare multiple models across people with SSDs and healthy controls. 
Thus, our objective was to elucidate the factor structure of social cognition 
across a large group of people with SSDs and healthy controls. We hypoth-
esized that a two-factor model, including simulation and mentalizing fac-
tors, would demonstrate the best fit across participants. We also expected 
social cognitive and neurocognitive factors to load on separate respec-
tive higher-order factors, and social cognition to mediate the relationship 
between neurocognition and clinical and functional outcome measures.
Methods: Behavioural data was collected from 164 participants with SSDs 
and 102 healthy controls across three sites. Participants completed four 
tasks including measures of social cognition, ranging from basic emotion 
recognition to complex mental state inference. Participants also completed 
measures of functional outcome, symptom ratings, and the MATRICS 
Consensus Cognitive Battery. CFAs were conducted to test social cog-
nitive models, as well as models of social cognition and neurocognition, 
and multi-group CFA was used to test measurement invariance between 
patients and controls.
Results: As predicted, a two-factor (simulation, mentalizing) model fit 
the social cognitive data well across participants with SSDs and healthy 
controls (RMSEA  =  .010, CFI  =  1.00). This model also fit significantly 
better than a one-factor model (p < .001). Further, measurement invari-
ance testing revealed factor structure invariance, loading invariance, and 
partial intercept invariance between groups, allowing for between-group 
comparisons. Participants with SSDs showed lower scores than controls 
for both simulation and mentalizing factors (p < .001), and scores on both 
factors correlated significantly with symptom ratings and functional out-
come measures. Including neurocognitive data, a higher-order two-factor 
(social cognition, neurocognition) model fit the data well (RMSEA = .047, 
CFI = .971), and showed significantly better fit than a one- or two-factor 
model (p < .001). Lastly, social cognition was found to mediate the rela-
tionship between neurocognition and negative symptoms, as well as social 
functioning and quality of life measures (p < .05).
Discussion: Our results provide evidence that social cognition includes 
lower- and higher-level dimensions across both individuals with SSDs and 
healthy controls. They also suggest that both aspects are associated with 
clinical and functional outcome indices, and act as a mediator between neu-
rocognition and these measures. This provides support for distinguishing 
lower- and higher-level social cognition between and across people with 
SSDs and healthy controls, and suggests that they may indeed have par-
tially distinct underlying mechanisms. Further, results confirm the impor-
tance of social cognition as it relates to clinical and functional outcomes, 
and thereby as a potential treatment target for patients with SSDs.
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Background: The concept of negative symptoms (NS) has been known 
since early 19th century but the development of assessment instruments 
and treatment methods has yet proved inadequate. The Brief  Negative 
Symptoms Scale (BNSS) was designed to evaluate NS according to a con-
sensus definition by the National Institute of Mental Health from 2005. 
This study examines the validity and reliability of the Danish version of 
BNSS (BNSS-Da).


