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Social cognition (SC) and neurocognition appear to predict different aspects of functional outcome in people with schizophrenia. However, the correlations between performance on these domains have not been tested extensively and compared cross-diagnostically with healthy controls. Further, some social cognitive measures appeared to have potential ceiling effects, particularly for healthy people, in previous research, so increasing their difficulty is of interest. In this paper we report on two studies wherein we examined the correlations between neurocognitive ability and performance on SC tests. In the first study the correlations between measures of social perception, emotion processing, and theory of mind and performance on a brief neuropsychological (NP) assessment were examined in 179 schizophrenia (SCZ) patients and 104 healthy controls (HC). In the second study, we instructed participants to perform a subset of the tasks as rapidly as possible in order to increase task difficulty, and we examined the effects of those instructions on task difficulty, task psychometrics, and correlations between SC and NP tests in 218 SCZ patients and 154 HC. In the first study, both HC and SCZ manifested a domain specific pattern of correlation between NP and SC test performance. Controlling for group differences in NP performance did not eliminate SC performance differences between the groups. In the second study, no differences in task performance, intercorrelations other SC tests, or test-retest stability were induced by the difficulty manipulation in the samples who performed the tasks with speed demands compared to the performance of the previous sample. These data suggest that simple manipulations aimed at increasing task difficulty may not have the desired effect and that despite consistent correlations between SC and NP test performance, impairments in social cognitive functioning are not fully explained by NP performance deficits.
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INTRODUCTION

The relationship between neurocognition, social cognition and everyday functional outcome within the population of people living with schizophrenia and other severe mental illnesses has recently received considerable attention (1, 2). Social cognition, an array of cognitively demanding, socially relevant domains, includes such processes as emotion perception, awareness of others' thoughts and intentions, and social problem solving (3). There is an established correlation between performance on social cognitive tests and some elements of social outcome in people with schizophrenia. Furthermore, there is research which shows that patients can benefit from specific training geared toward enhancing social cognition (4, 5). Previous research has also suggested that negative symptoms have a direct adverse effect on the real-world functioning of these patients (6, 7), which may be combined with the influences of social cognition on social outcomes (8).

Given that neurocognitive deficits are central symptoms of schizophrenia, the correlation between neurocognitive abilities and outcomes in people with schizophrenia has been regularly investigated. There is some lack of clarity, however, regarding the relationship between social cognition, neurocognition, and everyday functioning in people with schizophrenia. One of the main topics of current interest is whether social cognition and neurocognition are independent factors, or domains, with differential effects on different domains of functioning. Earlier research has shown that the two have divergent correlations with social outcomes. For instance, a large-scale meta-analysis showed that social cognitive performance was more consistently associated with social functioning outcomes than neurocognition, across a wide range of measures of both constructs (1). Other research has suggested that there is a much smaller correlation between neurocognition, as well as associated functional capacity measures, and real world social outcomes compared to the correlation between neurocognition and functional capacity and vocational functioning and everyday activities (6).

In contrast, performance-based measures of social cognition and skills competence combine to predict a very reasonable amount of variance in social outcomes among people with schizophrenia (9). However, in this last study, the correlation between neurocognition and social cognition was substantial, sharing as much as 30% of the variance or more. Thus, divergence in prediction of functional outcomes occurs in the context of substantial correlations between social cognition and neurocognition. In considering the possible functional relationships of these domains, Lindenmeyer et al. (10) reported that enhancement of neurocognition in patients with schizophrenia using computerized cognitive training (CCT) accelerated the rate of acquisition of social cognitive skills. A follow-up study (11) suggested that combined social cognitive and neurocognitive training led to greater improvement in neurocognitive functioning than neurocognitively focused training alone. Thus, at the very least, having greater neurocognitive ability leads to better outcomes while learning social cognitive skills and it is possible that there are substantial overlaps between these domains.

It is widely understood that neurocognitive tasks are multifactorial and that completing complex cognitive tasks involves competency in multiple neurocognitive abilities. These other abilities can include memory functions, processing speed, and reasoning and problem-solving abilities. Prior research shows that people with schizophrenia fail to employ the executive functioning strategies used by healthy people when solving neurocognitive problems (12). Specifically, healthy people were found to use executive functioning strategies to approach performing a symbol coding task, while schizophrenia patients did not appear to approach the task strategically. Not only did these patients fail to use an executive functioning strategy, they also failed to use any sort of systematic processing strategy. This is interesting because symbol coding is known to be the most impaired cognitive domain among people with schizophrenia (13). It is also the most functionally relevant cognitive domain (14).

In our multisite and multiphase Social Cognition Psychometric Evaluation (SCOPE) study, participants, including healthy controls and people with schizophrenia, were given a battery of tests that evaluated neurocognition and social cognition, allowing us to examine intercorrelations of social cognitive and neuropsychological performance. Various aspects of social cognitive performance appear, at least superficially, to possibly require different neurocognitive abilities for efficient performance. These different requirements have clear ecological validity for real world functioning. Affect displays are fleeting (likely requiring competence in processing speed); socially focused verbal interactions involve having knowledge of previous statements (likely requiring competence in episodic memory); and a recollection of immediately prior information (which is a verbal working memory function) would facilitate performance on many different social cognitive tests. Thus, it would appear that performance on certain social cognitive tests requires better processing speed. Other tests might require utilizing verbal working memory or episodic memory strategies for optimal performance.

This study uses state of the art social cognitive assessments and relates them to performance on neurocognitive tests, comparing healthy controls and people with schizophrenia. The reason that neurocognitive deficits could be suspected to underlie social cognitive deficits is that neurocognitive impairments appear to be much more substantial in magnitude than social cognitive deficits. For instance, in the first SCOPE study (15), the most impaired social cognitive domain had an effect size for comparison with the performance of HC of d = −1.05, with mean effect size across 10 measures of d = −0.69. In a study of 2,616 patients with schizophrenia (16), the least impaired neurocognitive domain had an effect size of d = −0.99, the mean of 10 different neurocognitive tests was d = −1.7, and a weighted composite had an effect size of d = −2.2. Thus, substantially impaired neurocognitive performance might lead to challenges in performing other cognitively demanding tests, even if their demands appear to be primarily social in nature.

Previously we had reported on the joint influence of negative symptoms, social cognition and neurocognition (8) on social outcomes in schizophrenia. As our interest in this paper is comparison of healthy controls and patients in terms of social cognition and neurocognition, and because healthy controls were not rated for negative symptoms, we do not address the influences of negative symptoms here.

Here, we present analyses addressing these questions using data from two different studies whose primary outcomes were previously published. In the first study, we examined the importance of several different neurocognitive performance domains, including working memory, processing speed, and verbal learning, for predicting performance on a set of social cognitive tests in healthy controls and people with schizophrenia. For these analyses, we had two main hypotheses. Our first hypothesis was that participants with faster processing speed would perform better on emotional recognition tests that involve rapidly presented visual stimuli. Our second hypothesis was that social cognitive tests involving the processing of verbal information, such as the Hinting test, would require participants to have better verbal memory performance. We performed correlational analyses within the two subject samples to address these questions. We also tested the hypothesis that neurocognitive limitations contributed to group differences in social cognition by adjusting group differences in social cognition for differences in neurocognitive performance.

In the second study, healthy controls and patients were instructed to perform three of the social cognitive tests from the first study as rapidly as possible without sacrificing accuracy. As noted above (15) certain social cognitive tests had relatively high levels of performance on the part of schizophrenia patients in the first SCOPE study, particularly in reference to differences between patients and controls in neurocognitive measures. These high levels of performance have the potential to suppress group differences and also lead to reduced variance in social cognitive performance. This reduced variance may also suppress the predictive utility of these tasks in terms of everyday outcomes. Thus, the goal of this manipulation was to make the tasks more challenging for all participants (17). We examined the correlations between neurocognitive performance and these three tasks in both subject populations. We also examined the general influence of the speeded performance requirements by comparing task performance across the two studies with and without speed instructions. It was our hypothesis that people with schizophrenia would be less able to respond to speed demands than healthy individuals and that their performance would be more adversely impacted as a result. We also expected that the speed performance demands might have an impact on the psychometric characteristics of the tests as well.

STUDY 1

Methods

Participants

These data come from Phase I of the Social Cognition Psychometric Evaluation (SCOPE) study (15), a multisite study, performed at the University of Miami Miller School of Medicine (UM) and Southern Methodist University (SMU). At UM, patients were recruited from both the Miami Veterans' Hospital and Jackson Memorial Hospital-University of Miami Medical Center. At SMU, patients were recruited from Metrocare Services, a non-profit mental health services provider organization located in Dallas County, Texas. Community advertisements were used to recruit healthy controls at both sites.

Patients were required to have a DSM-IV diagnosis of schizophrenia or schizoaffective disorder, with this diagnosis confirmed by clinical interview utilizing the SCID Psychosis Module (18) and the MINI International Neuropsychiatric Inventory (19). In addition to a DSM-IV diagnosis of schizophrenia or schizoaffective disorder, patients had to be on a regular medication schedule for at least 6 weeks with no dose changes for at least 2 weeks. Patients also could not have been hospitalized in the past 2 months.

To ensure that the healthy controls did not have a history of significant psychopathology, they were also interviewed for the presence of major Axis I or II disorders. Exclusion criteria for both groups included: (1) presence or history of pervasive developmental disorder or mental retardation (defined as IQ < 70) by DSM-IV criteria, (2) presence or history of medical or neurological disorders that may affect brain function (e.g., seizures, CNS tumors, or loss of consciousness for 15 min or more), (3) presence of sensory limitation including visual (e.g., blindness, glaucoma, vision uncorrectable to 20/40) or hearing impairments that interfere with assessment, (4) no proficiency in English, (5) presence of substance abuse in the past month, and (6) presence of substance dependence not in remission for the past 6 months.

In this study, there were 179 patients with schizophrenia/schizoaffective disorder and 104 healthy controls. As the information on their demographic characteristics was published previously, it is presented in Supplemental Table 1. All participants provided signed informed consent, and this study was reviewed by the IRBs at all research sites.

Measures

Social Cognition Measures

Emotion Processing

Bell lysaker emotion recognition task [BLERT; [20]]. The BLERT measures the ability to correctly identify seven emotional states: happiness, sadness, fear, disgust, surprise, anger, or no emotion. Stimuli are presented on a monitor and consist of videos depicting these different emotions. The dependent variable was the total correct out of 21 possible items.

Penn emotion recognition text [ER-40; [21]]. The ER-40 measures the ability to accurately identify both high-intensity and low intensity emotions conveyed in static photographs of faces presented on a computer monitor in a PowerPoint format. Facial expressions include happiness, sadness, anger, fear, and no emotion. The dependent variable is the total correct out of a possible score of 40.

Social Perception

Relationships across domains, abbreviated version [RAD; [22]]. The RAD measures competence in the perception of four relational models: communal sharing, authority ranking, equality matching, and market pricing using 15 written vignettes involving different male-female dyads that represent one of the relational models. The dependent variable for this test is the total number correct out of 45.

Theory of Mind/Mental State Attribution

Reading the mind in the eyes test [Eyes; [23]]. The Eyes Test measures the participant's capacity to determine the mental state of others from expressions in the eye region of the face. This is done by viewing 36 photos of the eye region of different faces. The dependent variable is the total number correct.

The awareness of social inferences test, part III [TASIT; [24]]. The TASIT assesses detection of lies and sarcasm using 16 videos of various social interactions. After viewing each video, participants respond to four questions about the intentions of the characters in a yes/no format for a total of 64 possible correct responses.

Hinting task [25]. The Hinting Task examines the ability of individuals to infer the true intent of indirect speech by using 10 short verbal passages that present an interaction between two characters. Each passage ends with one of the characters dropping a hint, and participants must state what the character wanted. The dependent variable is the total score, out of a possible score of 20.

Neurocognitive Measures

Participants completed a subset of the MATRICS Consensus Cognitive Battery (26) including Trail Making Test-Part A, BACS-Symbol Coding, Category Fluency-Animal Naming, Letter-Number Span, and the Hopkins Verbal Learning Test-Revised. We also created a composite measure by averaging the t-scores generated by the MCCB scoring program for the tests that we administered.

Table 1 presents the scores on the neurocognitive and social cognitive tests in this study for the two subject samples.


Table 1. Descriptive statistics of neurocognitive and social cognitive tasks for patients and healthy controls.
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Procedures

The participants in the study were evaluated twice because one of the goals of the larger study was to examined test-retest reliability. The first evaluation was a baseline assessment. The second evaluation was a retest assessment performed between 2 and 4 weeks after the baseline assessment (mean = 17 days). Data from the first assessment are used in this study. During the baseline assessment, all participants provided informed consent and completed neurocognitive, social cognitive, and functional outcome evaluations. For participants with schizophrenia or schizoaffective disorder, a diagnostic assessment, and evaluation of symptom severity were performed during the baseline assessment. Symptom severity was measured using the Positive and Negative Syndrome Scale. Diagnostic and symptom raters were trained using the established procedures at each site to guarantee reliability.

Statistical Analyses

Our primary interest was the correlation between neurocognitive and social cognitive performance in the two subject groups. We used Pearson correlation analyses to examine the correlations between the two sets of variables. Correlations were calculated separately in the two samples and tested for the significance of the differences using Fisher's r to z transformation. Following those analyses, we performed a canonical analysis in order to examine the global patterns of intercorrelation between neurocognition and social cognition in the two samples. We then used regression analyses to examine the independent prediction of the social cognitive variables by the neurocognitive variables. We were also interested in the extent to which neurocognitive performance was associated with the previously reported differences in social cognitive performance between the groups. In order to test this question, we used a multivariate analysis of variance (MANOVA) with and without composite cognitive performance as a covariate.

Results

Table 2 presents the correlations between neurocognitive performance and social cognitive performance in the two subject samples. As can be seen in the table, neurocognitive performance was consistently correlated with social cognitive performance in the healthy sample. In fact, only 6 of 36 correlations were not significant. For the schizophrenia patients, essentially the same relationships were found. All of the neurocognitive variables were correlated with at least some of the social cognitive variables and the composite score shared between 9 and 17% of the variance with the social cognitive variables, which was actually greater than that seen with the healthy controls. With Fisher's r to Z transformation there were four correlations where the differences were significant. In all cases, the correlations were larger in patients than in healthy controls.


Table 2. Correlations between neurocognitive test performance and performance on social cognitive measures.
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Supplemental Table 2 presents the intercorrelations between the social cognitive variables. As can be seen in the table, the measures were moderately intercorrelated in the schizophrenia sample, with 14/15 correlations significant. For the healthy controls, 10/15 correlations were significant and magnitude of the correlations was consistently smaller than that seen in the patients. In particularly the hinting task was correlated only with the RAD in healthy controls.

For our canonical analysis, we placed all six social cognition variables on one side of the equation and all four neurocognition variables on the other. The best fitting solution for healthy controls was a single canonical root, F(30, 366) = 2.04, p = 0.001. A second possible root was not close to statistical significance, F(20, 306) = 0.89, p = 0.60. The variance accounted for was 0.42 for the social cognition set, 0.52 for the neurocognition set and, most importantly, the cross correlations of set 1 × set 2 accounted for 33% of the variance. For the schizophrenia patients the best fitting solution was also a single root, F(30, 464) = 5.11, p < 0.001, with second root not close to significance, F(20, 538) = 1.10, p = 0.35. Similarly, set 1 accounted for 0.55 of the variance, set 2 accounted for 0.44 and the cross correlations accounted for 0.50 in the variance. For both samples, the results suggest that there is a similar pattern of strong correlation between the sets of variables, consistent with homogenous relationship between neurocognition and social cognition.

We computed regression analyses predicting each of the social cognitive variables with the neurocognitive variables in the healthy control and patient samples. The analyses for each social cognition variable incorporated all of the NP variables into a stepwise regression model. The results of these stepwise analyses are presented in Table 3. The social cognition tests other than Hinting and the RAD were significantly predicted in both groups by various NP tests. In fact, the amount of shared variance was in some cases substantial. For all variables, the shared variance between cognitive tests and social cognitive tests was greater in the schizophrenia sample. Tests with intrinsic speed components, including the BLERT, ER-40, and the TASIT, correlated with processing speed measures. Tests with verbal demands, such as the hinting test and RAD, correlated with animal naming or HVLT scores. Verbal working memory performance contributed independent variance to 6/6 tasks in the schizophrenia patients and to the BLERT, Eyes, and TASIT in the healthy controls as well.


Table 3. Regression analyses predicting social cognitive performance with neurocognitive tests.
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Given that neurocognitive variables in schizophrenia are often unifactorial, we computed collinearity statistics for the neurocognitive predictors with the SPSS (V24) collinearity diagnostics routine. The critical statistics are “condition indices” which are computed as the square roots of the ratios of the largest eigenvalue to each successive eigenvalue. Values >15 indicate a possible problem with collinearity and >30 reflects a serious problem. For the schizophrenia patients, across the six regression analyses, there were no identified dimensions that exceeded the threshold of 15. In the HC sample, there were two of the six dimensions over the threshold of 15, but the highest value was 25. Running an outlier test with a cutoff of 3.0 SD led to the detection of two SCZ patients and no HC. As patients with schizophrenia can perform 3.0 SD below normative standards on individual tests (16), this finding does not reflect a major concern.

Given the substantial variance shared between neurocognitive tests and the social cognitive and our previous reports that the HC outperformed the SCZ patients on all tasks in both domains, we computed our planned Multivariate Analysis of Variance (MANOVA). In this, we entered all six social cognition variables as dependent variables and used diagnostic group as the between-subjects factor. We also used the composite measure of neurocognitive performance described above as the cognitive performance covariate.

The overall effect of diagnosis on the social cognitive measures was significant, Wilks Lambda = 0.881, F(6, 269) = 6.08, p < 0.001. The effect of the composite cognitive covariate was also significant, Wilks Lambda = 0.881, F(6, 269) = 15.23, p < 0.001. Other than the eyes test, F(1, 269) = 2.15, p = 0.16, all of the other social cognitive variables still differed between the HC and SCZ samples with the effects of global cognitive performance controlled (all F > 5.01, all P < 0.025). If the analysis had been run without cognitive performance as a covariate, the group differences on all of the social cognitive measures would have been substantially greater: all F > 28.73, all p < 0.001.

Discussion: Study 1

Healthy controls and patients with schizophrenia manifested quite similar patterns of correlation between neurocognitive and social cognitive test performance. There was a large and consistent correlation between these two performance domains in schizophrenia, similar to that seen in the healthy controls. The correlations on the part of both groups, but particularly the schizophrenia patients, suggested substantial contributions of processing speed and verbal working memory. The social cognitive tests requiring verbal processing, specifically the hinting test and the RAD, were associated with verbally relevant abilities, including animal naming in the HC and HVLT and verbal working memory performance, across the two participant groups. These findings are quite consistent with earlier studies showing that the greatest performance deficits in schizophrenia patients are in domains of processing speed, working memory, and verbal memory. Better performance on tests of these abilities was associated with better social cognitive performance.

Adjusting for neurocognitive performance did not eliminate differences between the groups other than on the eyes test. This test had the smallest effect size between groups of all of the social cognitive measures in the parent study (15). It also shared 34% of the variance with cognitive performance in the patient sample in that study, suggesting that future research on this test may need to consider its relationship with neuropsychological performance. However, adjusting for neurocognitive test performance notably reduced group differences in social cognitive test performance across the measures as a group. This overlap needs to be carefully considered in future studies and the contributions of both neurocognitive and social cognitive should be considered when attempting to remediate impairments in everyday functioning. The findings of the canonical analyses are consistent with this interpretation, wherein both groups had a solution that suggested joint loading of social cognition and neurocognition on a single canonical latent factor.

STUDY 2

Background

In a second study, we attempted to increase the difficulty of the social cognitive assessments in order to improve task sensitivity to group differences. We asked participants to perform three of the tests, the BLERT, the ER-40, and the TASIT, as rapidly as possible without sacrificing accuracy. We were primarily interested in whether these instructions led to changes in overall performance and in which of the subject groups, in that we hoped for an increase in difficulty for healthy people and schizophrenia patients. We were also interested in finding out if this manipulation would lead to changes in other task characteristics such as test-retest reliability, intercorrelations between the social cognitive variables, and correlations between the neurocognitive and social cognitive measures. We took the data from the first study, where tasks were administered with standard instructions, and compared them to the results of the tasks administered in the second study with speeded performance instructions. To make it clear, the participants in the first study were all tested twice with standard instructions and the subjects in the second study were all tested twice with speeded instructions. We were also interested in understanding if this manipulation would affect the likelihood that the participants, either healthy controls or schizophrenia patients, would employ different neurocognitive strategies to solve the social cognitive tests.

Methods

Participants

This study included healthy controls and patients with schizophrenia/schizoaffective disorder. The results of their performance on social cognitive and neurocognitive tests were already published (27). The regarding demographic characteristics has also been published, and it is presented in Supplemental Table 3 of this paper.

Data collection for this study occurred at three sites: The University of Texas at Dallas (UTD), The University of Miami Miller School of Medicine (UM), and The University of North Carolina at Chapel Hill (UNC). Participants were stable outpatients with diagnoses of schizophrenia or schizoaffective disorder (n = 218) and healthy controls (n = 154). UNC patients were recruited from the Schizophrenia Treatment and Evaluation Program (STEP) in Carrboro, NC and the Clinical Research Unit (CRU) in Raleigh, NC. At all sites, healthy controls were recruited via community advertisements. All participants provided signed informed consent, and this study was reviewed by the IRBs at all research sites.

Assessments

Participants completed modified versions of the BLERT, the ER-40, and the TASIT. As these were the only tasks whose instructions changed, we examined these tasks only. The three tasks were modified in two ways from the standard administration. First, participants were instructed to respond as rapidly as possible without sacrificing accuracy. Second, after making their response, participants rated how confident they were that their response was correct on a scale from 0 (not at all confident) to 100 (extremely confident). Response time to answer each item was recorded from stimulus onset to when the participant provided their answer. Neurocognitive performance was assessed with the same measures as the previous study.

Procedures

As noted above, participants were asked to perform the tests as rapidly and efficiently as possible. In this study, patients and controls were examined two times with the new instructions used at both times. The two assessments were performed an average of 17 days apart. The data from study 1 above were used to reference performance with standard instructions.

Analyses

We examined the performance across the two studies on the three tests that were administered with speed instructions in the second study. None of the research participants participated in both studies, so this is not a repeated-measures design. In order to examine the performance on the tests, we performed a group (HC, SCZ) x instruction condition (Standard, Speeded) multivariate analysis of variance (MANOVA) for total performance for the three social cognitive tests across the two studies. We then performed a correlational analysis using Pearson Correlations, examining the correlations between the neuropsychological measures and social cognitive measures in the second study. We also examined the intercorrelations of the social cognitive measures and their test-retest reliability in both studies.

Results

Scores on the social cognitive tests across the two studies are presented in Table 4. The results of the MANOVA found a statistically significant effect of group, F(3, 648) = 48.06, p < 0.001. There was, however, no significant effect of instructional condition, F(3, 648) = 1.87, p = 0.13, or interaction of instructional condition x group, F(3, 648) = 1.04, p = 0.37, suggesting that there were no performance differences associated with instructional conditions in either of the samples and across all of the tests.


Table 4. Performance on social cognition tests with and without speed demands.
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Table 5 presents the results of the correlational analyses. As can be seen in the table, there were no notable differences in the test-retest reliability estimates across conditions/studies. Further, the intercorrelations between the social cognitive measures were highly similar across the two instructional conditions. The correlations presented in Table 6 between neuropsychological test performance and social cognition performance were consistent across the two studies for the healthy controls, with 13/15 correlations between social cognitive and neurocognitive performance significant at p < 0.05 in both studies. For the patients, there were 14/15 correlations between social cognition and neurocognition in study 1 found to be significant at p < 0.05 and 15/15 that were significant at p < 0.01 in study 2. Tests using the r to z transformation found that there were no statistically significant differences between any of the correlation coefficients across the two studies, in either of the participant groups.


Table 5. Psychometric properties of the tasks across instructional demands test retest stability of performance and intercorrelations of tests.
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Table 6. Convergence of NP test performance and social cognitive performance.
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DISCUSSION

In the first study people with schizophrenia manifested patterns of social cognitive performance that were correlated with neurocognitive performance in a very similar profile and magnitude compared to healthy controls. Further, adjusting for neurocognitive performance notably attenuated, but did not eliminate, the differences between healthy controls and schizophrenia patients on social cognitive tests other than on the eyes test. Thus, when considering the magnitude of social cognitive deficits in schizophrenia, the contribution of impairments in performance on neurocognitive measures must be considered.

In the second study, two important findings emerged. First is that adding speed demands to the current set of social cognitive tests had no impact on any element of performance across the tasks, including difficulty, variability, reliability, and convergent validity among social cognitive tests for either group of participants. Second is that even though processing speed deficits are the most salient impairment in schizophrenia, and the most consistent correlation of social cognitive performance in these two studies, increasing speed of processing demands did not lead to an increase in task difficulty on any tasks and did not change their psychometric characteristics for either patient group.

The reasons for the failure of this manipulation are not clear. It is possible that these tests are easy enough for healthy controls so that doing them faster does not change the difficulty level. It is also possible that the HC in study 1 were spontaneously performing the tasks as rapidly as they could. For patients, it is known that instructional manipulations do not necessarily lead to performance changes, for better or worse. In memory research, telling people with schizophrenia to encode information does not improve performance, whereas incidental encoding manipulations lead to performance improvements (28, 29). We also do not know if the people with schizophrenia were also attempting to work rapidly in study 1.

In terms of other strategies to increase the difficulty of social cognitive tests, there are some possibilities and some contraindications. Increasing the length of assessments is not a viable solution, because the tests that were rated by testers and patients as most unfeasible in the two studies (15, 27) were the longer ones. Increasing stimulus complexity is also unlikely to be viable, in that patients already required definitions of some of the terms of used in the Eyes test (27). One strategy that might be viable would be to create an a priori definition of items that are not adequately challenging and eliminate them from analysis. In our pilot study with the speeded instructions (17), we found that healthy controls were correct on 73% of the BLERT items and patients on 63%. With seven different emotions represented on the BLERT, this means that performance was 60% better than chance for HC and 50% better for patients. In the second study presented here, healthy controls averaged over 80% correct on 9 of the 21 BLERT items and patients were correct over 80% of the time on 5 of the 21 items and over 70% correct on 4 more.

It has been noted previously that the everyday functional correlates of social cognitive performance and neurocognitive abilities may not manifest substantial overlap in people with schizophrenia. However, the current results demonstrate that select neurocognitive abilities do share variance with social cognitive performance in ways that are predictable (e.g., verbal memory correlates with performance on social cognitive tasks with high verbal demands) and that may be informative in future treatment studies. As previously reported by Lindenmayer et al. (10, 11), training neurocognitive skills may speed the path to social cognitive gains elsewhere. This may also suggest, consistent with our earlier arguments, Harvey and Sand (30) that augmentation of social cognitive training with pharmacological strategies aimed at neurocognitive abilities may be a feasible way forward as well.

Several recent studies have suggested that disorganization symptoms may play a role in the relationship between social cognition, neurocognition, and real-world outcomes in schizophrenia (31, 32). In those two studies, patients with more severe symptoms of disorganization manifested smaller correlations between social cognition and neurocognitive test performance. When we correlated the severity scores on conceptual disorganization with the social cognition measures (in the patients alone), we found statistically significant correlations with ER-40, BLERT, and TASIT in the first study (range r = 0.19–0.26, all p < 0.01) and in the second (range r = 0.15–0.25, all p < 0.007). Thus, symptoms of disorganization are also important to consider when evaluating whether social cognitive task performance deficits are being exaggerated by other factors.

There are some limitations in these data and of these studies. The neurocognitive assessment battery was not fully comprehensive and could not address the possibility that other cognitive ability domains not measured would have predicted social cognitive performance in study 1. The same patients were not tested twice with speeded and non-speeded processing demands, so the lack of difference might be due to differences in the samples. The size of these samples may partially overcome this concern. Further, retesting across the two processing demands would have to be counterbalanced and this was not a major part of the SCOPE III study.

CONCLUSIONS

The results of these two studies suggest that neurocognitive and social cognitive test performance is consistently related and that at least part of the apparent social cognitive limitations seen in patients with schizophrenia may be related to impairments in neurocognitive abilities. Future research will be needed to more carefully examine the treatment implications of these findings. Also, making changes in task demands does not always ensure that there will be subsequent performance changes. Later work will have to focus on making social cognition tests more challenging with other strategies.

ETHICS STATEMENT

This study was approved by the IRBs at each of the study sites. All patients and informants signed an informant consent document in accordance with the Declaration of Helsinki.

AUTHOR CONTRIBUTIONS

PH, AP, and DP conceived of the study and conducted it. ED and GH worked on data analyses and writing of the paper. All authors approved the final draft.

FUNDING

This research was funded by the US NIMH, grant number 1RO1 MH93432 to PH, DP, and AP.

SUPPLEMENTARY MATERIAL

The Supplementary Material for this article can be found online at: https://www.frontiersin.org/articles/10.3389/fpsyt.2018.00356/full#supplementary-material

REFERENCES

 1. Fett AK, Viechtbauer W, Dominguez MD, Penn DL, van Os J, Krabbendam L. The relationship between neurocognition and social cognition with functional outcomes in schizophrenia: a meta-analysis. Neurosci Biobehav Rev. (2011) 35:573–88. doi: 10.1016/j.neubiorev.2010.07.001

 2. Depp CA, Mausbach BT, Harmell AL, Savla GN, Bowie CR, Harvey PD, et al. Meta-analysis of the association between cognitive abilities and everyday functioning in bipolar disorder. Bipol Disord. (2012) 14:217–26. doi: 10.1111/j.1399-5618.2012.01011.x

 3. Harvey PD, Penn D. Social cognition: the key factor predicting social outcome in people with schizophrenia? Psychiatry (2010) 7:41–4.

 4. Horan WP, Kern RS, Shokat-Fadai K, Sergi MJ, Wynn JK, Green MF. Social cognitive skills training in schizophrenia: an initial efficacy study of stabilized outpatients. Schizophr Res. (2009) 107:47–54. doi: 10.1016/j.schres.2008.09.006

 5. Combs DR, Adams SD, Penn DL, Roberts D, Tiegreen J, Stern P. Social cognition and interaction training (SCIT) for inpatients with schizophrenia spectrum disorders: preliminary findings. Schizophr Res. (2007) 91:112–6. doi: 10.1016/j.schres.2006.12.010

 6. Raykov T, O'Gorman C, Bowie CR, Sabbag S, Durand D, et al. Determinants of different aspects of everyday outcome in schizophrenia: the roles of negative symptoms, cognition, and functional capacity. Schizophr Res. (2015) 165:76–82. doi: 10.1016/j.schres.2015.03.033

 7. Strauss GP, Horan WP, Kirkpatrick B, Fischer BA, Keller WR, Miski P, et al. Deconstructing negative symptoms of schizophrenia: avolition-apathy and diminished expression clusters predict clinical presentation and functional outcome. J Psychiatr Res. (2013) 47:783–9. doi: 10.1016/j.jpsychires.2013.01.015

 8. Kalin M, Kaplan S, Gould F, Pinkham AE, Penn DL, Harvey PD. Social cognition, social competence, negative symptoms and social outcomes: inter-relationships in people with schizophrenia. J Psychiatr Res. (2015) 68:254–60. doi: 10.1016/j.jpsychires.2015.07.008

 9. Galderisi SA, Rossi A, Rocca P, Bertolino A, Mucci A, Bucci P, et al. The influence of illness-related variables, personal resources and context-related factors on real-life functioning of people with schizophrenia. World Psychiatry (2014) 13:275–87. doi: 10.1002/wps.20167

 10. Lindenmayer JP, McGurk SR, Khan A, Kaushik S, Thanju A, Hoffman L, et al. Improving social cognition in schizophrenia: a pilot intervention combining computerized social cognition training with cognitive remediation. Schizophr Bull. (2013) 39:507–17. doi: 10.1093/schbul/sbs120

 11. Lindenmayer JP, Khan A, McGurk SR, Kulsa MKC, Ljuri I, et al. Does social cognition training augment response to computer-assisted cognitive remediation for schizophrenia? Schizophr Res. (2018). doi: 10.1016/j.schres.2018.06.012. [Epub ahead of print].

 12. Knowles EEM, Weiser M, David AS, Glahn DC, Davidson M, Reichenberg A. The puzzle of processing speed, memory and executive functioning impairments in schizophrenia: fitting the pieces together. Biol Psychiatry (2015) 78:786–93. doi: 10.1016/j.biopsych.2015.01.018

 13. Dickinson D, Ramsey ME, Gold JM. Overlooking the obvious: a meta-analytic comparison of digit symbol coding tasks and other cognitive measures in schizophrenia. Arch Gen Psychiatry (2007) 64:532–42. doi: 10.1001/archpsyc.64.5.532

 14. Dickinson D. Harvey PD Systemic hypotheses for generalized cognitive deficits in schizophrenia: a new take on an old problem. Schizophr Bull. (2009) 35:403–14. doi: 10.1093/schbul/sbn097

 15. Pinkham AE, Penn DL, Green MF, Harvey PD. Social cognition psychometric evaluation: results of the initial psychometric study. Schizophr Bull. (2016) 42:494–504. doi: 10.1093/schbul/sbv056

 16. Georgiades A, Davis VG, Atkins AS, Khan A, Walker T, Loebel A, et al. Psychometric characteristics of the MATRICS consensus cognitive battery in a large pooled cohort of stable schizophrenia patients. Schizophr Res. (2017) 190:172–9. doi: 10.1016/j.schres.2017.03.040

 17. Cornacchio D, Pinkham AE, Penn DL, Harvey PD. Self-assessment of social cognitive ability in individuals with schizophrenia: appraising task difficulty and allocation of effort. Schizophr Res. (2017) 179:85–90. doi: 10.1016/j.schres.2016.09.033

 18. First B, Spitzer RL, Gibbon M, Williams JBW. Structured Clinical Interview for DSM-IV-TR Axis I Disorders, Research Version, Non-patient Edition. (SCID-I/NP). New York, NY: Biometrics Research, New York State Psychiatric Institute (2002).

 19. Sheehan DV, Lecrubier Y, Harnett-Sheehan K, Amorim P, Janavs J, Weiller E, et al. The mini international neuropsychiatric interview (M.I.N.I.): the development and validation of a structured diagnostic psychiatric interview. J Clin Psychiatry (1998) 59:22–33.

 20. Bryson G, Bell M, Lysaker P. Affect recognition in schizophrenia: a function of global impairment or a specific cognitive deficit. Psychiatr Res. (1997) 71:105–13. doi: 10.1016/S0165-1781(97)00050-4

 21. Kohler CG, Turner TH, Bilker WB, Brensinger CM, Siegel SJ, Kanes SJ, et al. Facial emotion recognition in schizophrenia: intensity effects and error pattern. Am J Psychiatry (2003) 160:1768–74. doi: 10.1176/appi.ajp.160.10.1768

 22. Sergi MJ, Fiske AP, Horan WP, Kern RS, Kee KS, Subotnik KL, et al. Development of a measure of relationship perception in schizophrenia. Psychiatr Res. (2009) 166:54–62. doi: 10.1016/j.psychres.2008.03.010

 23. Baron-Cohen S, Wheelwright S, Hill J, Raste Y, Plumb I. The “Reading the mind in the eyes” test revised version: a study with normal adults, and adults with Asperger syndrome or high-functioning autism. J Child Psychol Psychiatry (2001) 42:241–51. doi: 10.1111/1469-7610.00715

 24. McDonald S, Flanagan S, Rollins J, Kinch J. TASIT: a new clinical tool for assessing social perception after traumatic brain injury. J Head Trauma Rehabil. (2003) 18:219–38.

 25. Corcoran R, Mercer G, Frith CD. Schizophrenia, symptomatology and social inference: investigating “theory of mind” in people with schizophrenia. Schizophr Res. (1995) 17:5–13. doi: 10.1016/0920-9964(95)00024-G

 26. Nuechterlein KH, Green MF, Kern RS, Baade LE, Barch DM, Cohen JD, et al. The MATRICS Consensus Cognitive Battery, part 1: test selection, reliability, and validity. Am J Psychiatry (2008) 165:203–13. doi: 10.1176/appi.ajp.2007.07010042

 27. Pinkham AE, Harvey PD, Penn DL. Social cognition psychometric evaluation: results of the final validation study. Schizophr Bull. (2018) 44:737–48. doi: 10.1093/schbul/sbx117

 28. Paul BM, Elvevåg B, Bokat CE, Weinberger DR, Goldberg TE. Levels of processing effects on recognition memory in patients with schizophrenia. Schizophr Res. (2005) 74:101–10. doi: 10.1016/j.schres.2004.05.019

 29. Harvey PD, Earle-Boyer EA, Weilgus MS, Levinson JC. Encoding, memory, and thought disorder in schizophrenia and mania. Schizophr Bull. (1986) 12:252–61. doi: 10.1093/schbul/12.2.252

 30. Harvey PD, Sand M. Pharmacological augmentation of psychosocial and remediation training efforts in schizophrenia. Front Psychiatry (2017) 8:177. doi: 10.3389/fpsyt.2017.00177

 31. Minor KS, Marggraf MP, Davis BJ, Luther L, Vohs JL, Buck KD, et al. Conceptual disorganization weakens links in cognitive pathways: disentangling neurocognition, social cognition, and metacognition in schizophrenia. Schizophr Res. (2015) 169:153–8. doi: 10.1016/j.schres.2015.09.026

 32. Minor KS, Lysaker PH. Necessary, but not sufficient: links between neurocognition, social cognition, and metacognition in schizophrenia are moderated by disorganized symptoms. Schizophr Res. (2014) 159:198–204. doi: 10.1016/j.schres.2014.08.005

Conflict of Interest Statement: PH has received consulting fees or travel reimbursements from Akili, Boehringer Ingelheim, Intra-Cellular Therapies, Lundbeck Pharma, Minerva Pharma, OtsukaAmeica, Sanofi Pharma, Sunovion Pharma, Takeda Pharma, and Teva during the past year. He has a research grant from Takeda and from the Stanley Medical Research Foundation.

The remaining authors declare that the research was conducted in the absence of any commercial or financial relationships that could be construed as a potential conflict of interest.

The reviewer JR and handling Editor declared their shared affiliation.

Copyright © 2018 Deckler, Hodgins, Pinkham, Penn and Harvey. This is an open-access article distributed under the terms of the Creative Commons Attribution License (CC BY). The use, distribution or reproduction in other forums is permitted, provided the original author(s) and the copyright owner(s) are credited and that the original publication in this journal is cited, in accordance with accepted academic practice. No use, distribution or reproduction is permitted which does not comply with these terms.

OPS/images/fpsyt-09-00356-t005.jpg
BLERT
ER-40
TASIT

BLERT
ER-40
TASIT

HC

r

068
075
054

HC (0 = 104)

BLERT

1.00
059
052

Standard administration

13 r
0.001 0.70
0.001 075
0,001 0.60

SCN=179

Standard administration
ER-40
035"

1.00
051"

*Pearson product moment correlation is significant at the 0.05 level (2-taiked).
**Correlation s significant at the 0.01 level (2-tikec).
HC correlations above, SCZ patients correlations are below. No comelations differ across speed demands atp < 0.05.

0.001
0.001
0.001

TASIT

050
0.22°
1.00

062
068
053
HCN=

HC

154

BLERT

1.00
065"
053"

With speed demands

sc
P -
0001 081
0.001 0.71
0001 064
scn=218
With speed demands

ER-40

034"

1.00

050"

0.001
0.001
0.001

TASIT

038~
038"
1.00





OPS/images/fpsyt-09-00356-t006.jpg
Standard administration With speed demands
HC (n = 104) SCZ (n = 179) HC (n = 154) SCZ (n = 218)

BLERT  ER-40  TASIT  BLERT  ER-40 TASIT  BLERT  ER-40 TASIT BLERT  ER-40  TASIT

Trals  -036"  -024'  -040%  -024"  -0.18"  -028 -082"  —0.14 -043"  -031 026" -030"
§ymec 038 0.25" 036" 036 036" 0.42 035" 021 042 0.4 033 037
HVLT 036 022" 037 035" 038" 0.47 0.180" 0.15 038" 0.46 030" 0.46™
NS 0.36° 009 039" 0.44 044 0.47* 0.190" 0.18* 050" 050" 039" 043"
AF 0.23* 0.10 0.24* 0.15 0.18" 0.24 026" 0.18* 034" 0.44 0.26 031

Teai, tril making test part A; Sym C, symbol coding: HVLT, Hopkins verballearing test, reviseci; LS, letter number sequencing; AF, anime fluency.
“Correlation s significant at the 0.05 level (2-taied).

Correlation is significant at the 0.01 level (2-teiled).

No correlations differ at p < 0.05 across speed demands.






OPS/images/fpsyt-09-00356-t003.jpg
Healthy controls. Schizophrenia patients

Social cognitive variable t P Rg,_m R2 Toal t P n‘a‘“” R? Tota
NP variable NP variable
Step1  Symbol coding 408 0001 014 014 Letter-numberspan 490 0.001 020 020
Step2  Letternumber span 267 0009 005 019 Symbol coding 245 002 002 022
S'sp 1 Symbol coding 261 0ot 006 008 Letternumberspan 511 0.001 o021 o021
Symbol coding 257 001 003 024
Step 1 Symbol coding 283 0006 016 o016 Letternumberspan 640 0.001 029 029
Step2  Letter-number span 271 0.008 006 022 Symbol coding 350 0001 005 034
Step 1 Animal naming 006 006 Letter-number span 341 0.001 0.15 0.15
214 004 002 018
Step1  Trail making part A -440 0001 016 o016 Letternumberspan 348 0.001 022 022
Step2  Letternumber span 300 0003 007 023 Symbol coding 318 0002 007 032
RADL
Step1  HWT 376 0001 012 012 Letter-numberspan 562 0.001 033 033

HAT 396 0001 0.08 0.39






OPS/images/fpsyt-09-00356-t004.jpg
Standard administration With speed demands.
HC(1=104) SC(1=179) HC(1=1549 SC(n =218
Mean SD Mean sD Mean sD Mean sD
BLERT 1575 288 1347 8877 1591 270 1393 402

ER-40 8280 8537 2055 5404 8294 319 8112 428
TASIT 5148 6562 4443 764 5137 671 4499 745





OPS/images/fpsyt-09-00356-t001.jpg
Task

TRAILS A: time in seconds
Symbol coding

Hopkins verbal learning test total learning
Letter number sequencing

Animal fluency

Bell-Lysaker emotion recognition test
ER-40 total number correct

Eyes test

Hinting test

RAD total score

TASIT total score:

SD, standard deviation.

Patients.

N =179
Mean  SD

4106 1878
4218 11.78
2027 587
187 407
1844 512
1317 388
2955 540
2014 546
1359 387
2479 579
4443 764

Controls
N=104

Mean  SD

3072 12.10
5399 14.00
2485 445
1385 385
2198 636
1575 288
3280 354
2355 462
1682 205
2087 521
5148 562





OPS/images/fpsyt-09-00356-t002.jpg
ER-40 BLERT EYES HINTING RAD TASIT

Healthy control 024" -0.36" -030" -029" -0.40"
hrenia patient ~0.18" ~0.24" —027 -0.13 -0.19" ~0.28"
Healthy control 025% 038" 0.40 0.08% 034 036"
Schizophrenia patient 036" 036" 0.44 024" 038" 0.42
Healthy control 0.10 023" 028" 025" 022" 024"
Schizophrenia patient 0.18" 015 026" 021° 028" 024
Healthy control 021" 035 035 0352 037+
Schizophrenia patient 038" 035" 035 035 052" 047"
Healthy control 0.08? 036" 039" 030" 039
Schizophrenia patient 0.44% 0.44° 054 0.39-' 057 0.47
Healthy control 0.18 o027 034 021" 027 023"
Schizophrenia patient 033" 035" 0.44 030" 037 0.44"

\Corelations significantly different at p < 0.05.





OPS/images/cover.jpg
’ frontiers
in Psychiatry

Social Cognition and Neurocognition
in Schizophrenia and Healthy
Controls: Intercorrelations of

Performance and Effects of
Manipulations Aimed at Increasing
Task Difficulty









OPS/images/crossmark.jpg
©

2

i

|





OPS/images/logo.jpg
, frontiers
in Psychiatry





