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Self-reported psychiatric assessments, including the Patient Health Questionnaire-9 (PHQ-9), Beck Anxiety Inventory 

(BAI), and Patient Health Questionnaire-15 (PHQ-15) are administered at each time point. At intake, patients complete 

an ACE questionnaire and undergo a MINI DSM-56 structured interview to screen for DSM disorders. In addition to the 

self-report scales, clinicians complete a Clinician Rating Form at intake, which documents the chronicity and nature of 

functional symptoms. Longitudinal symptom checklist (LSC), mental health changes, and multidimensional psychiatric 

diagnosis data are collected for each follow-up period to track changes over time. Due to the more intensive nature of 

inpatient treatments, those who were admitted for inpatient care were also assessed just prior to discharge from the 

hospital. 

While this observational prospective study is ongoing, this report documents early findings for 30 patients diagnosed 

with Functional Neurological Disorder (FND) collected to year-1. This cohort includes both inpatients (n=16) treated in a 

multidisciplinary program and community outpatients (n=14) typically treated by individual clinicians. Data was 

collected at intake, discharge (inpatients only), and year-1 follow-up. Additional assessments are planned at 2, 3, and 5 

years, to come.

BACKGROUND

PROTOCOL

Adverse childhood experiences (ACEs) are common among individuals with functional neurological disorder (FND) and 

have been repeatedly linked to worsened psychiatric and somatic symptom burden1. Exposure to early life adversity 

disrupts normal emotional development and neurobiological systems, leading to persistent vulnerabilities in affect 

regulation, interoception, and stress responsiveness2. Neuroimaging and longitudinal studies suggest that ACEs can 

create lasting changes in brain areas responsible for emotional regulation and body awareness — mechanisms central 

to the pathophysiology of FND3.

Patients with FND who report higher ACE exposure frequently demonstrate more severe and complex symptom 

presentations, including heightened somatic distress, functional impairments, and psychiatric comorbidity4. Research 

emphasizes that emotional neglect, physical abuse, and family dysfunction are particularly potent predictors of 

symptom severity and chronicity in this population5. Despite the recognition of ACEs as a major risk factor, the long-

term symptom trajectories of FND patients with varying levels of early adversity remain poorly characterized.

The Somatic Prospectives (SP) Project seeks to monitor psychiatric and psychological changes prospectively while 

documenting the severity and types of somatic complaints for patients referred to the BC Neuropsychiatry Program, a 

tertiary publicly-funded provincial mental health program. The data in this brief report summarizes early findings from 

cases after initial assessment, initiation of treatment, and data at 1-year.

Inpatients demonstrated significant change across timepoints in all three domains. Post-hoc Wilcoxon test revealed that:

• For PHQ-9, median scores improved from 18.0 at intake to 12.0 at discharge (p = 0.0021, r = 0.741), then slightly declined to 13.0 at year-1 (p = 

0.0161, r = 0.578), with a trend-level improvement when comparing intake to year-1 (p = 0.0603, r = 0.463).

• For BAI, median scores improved from 29.0 at intake to 20.0 at discharge (p = 0.0404, r = 0.504), with further improvement to 19.5 at year-1 (p = 

0.0465, r = 0.509); no significant change occurred between discharge and year-1 (p = 0.5619, r = 0.171).

• For PHQ-15, median scores improved from 15.0 at intake to 11.0 at discharge (p = 0.0443, r = 0.494), with no significant changes between 

discharge and year-1 (p = 0.4401, r = 0.248) or intake and year-1 (p = 0.2769, r = 0.332).

Patients with high ACE scores (≥ 4) reported significantly greater somatic symptom burden at intake, with median PHQ-15 scores of 14.0 compared 

to 8.0 in the low-ACE group (p = .0005). Intake scores for depression (PHQ-9) and anxiety (BAI) were also elevated in the high-ACE group, with 

median PHQ-9 scores of 15.5 vs. 12.0 (p = .137) and BAI scores of 22.0 vs. 13.5 (p = .175), though these differences did not reach statistical 

significance. Over one year, patients with high ACE scores showed less symptom improvement across multiple domains. Median PHQ-9 change 

scores were 1.0 for the high-ACE group compared to –2.0 in the low-ACE group (p = .081), while BAI scores improved by –1.0 vs. –6.0 (p = .102). 

Change in somatic symptoms (PHQ-15) did not differ significantly by ACE group (–1.5 vs. 0.0; p = .194).

Linear regression models were used to examine whether higher ACE scores predicted less symptom improvement over one year. For depression, 

higher ACE scores were significantly associated with reduced improvement on the PHQ-9 (slope = 0.59, p = .047, r² = 0.13). A similar trend was 

observed for anxiety, with higher ACE scores predicting smaller reductions on the BAI (slope = 1.08, p = .105, r² = 0.09), though this did not reach 

statistical significance. Somatic symptom change (PHQ-15) was not associated with ACE scores (slope = –0.30, p = .272, r² = 0.04).

Symptom Change vs ACE Score: Linear Regression (N=30)
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Among inpatients, continuous ACE scores were not significantly associated with changes in depression, anxiety, or 

somatic symptoms. Categorical comparisons in inpatients also showed no significant differences between high and low 

ACE groups across outcomes. 

Among outpatients, continuous ACE scores showed trend-level associations with reduced improvement in depression 

(R2 = 0.240, p = .092) and anxiety (R2 = 0.331, p = .107), while somatic symptom showed no significant relationship. 

Categorical comparisons among outpatients showed a trend-level difference for anxiety symptom change between high 

and low ACE groups (r = 0.483, p = 0.081), with no significant differences observed for PHQ-9 and PHQ-15.

Across the full sample, depression (PHQ-9) and anxiety (BAI) scores significantly improved (p = 0.029 and p = 0.049, 

respectively), while somatic symptoms (PHQ-15) showed no significant change (p = 0.178). Among outpatients, no 

statistically significant changes were observed for depression, anxiety, or somatic symptoms. 

RESULTS


 

Higher ACE exposure was associated with greater baseline symptom burden. Patients with ACE scores ≥4 reported 

significantly greater somatic symptom severity (PHQ-15) at intake, consistent with prior findings linking early adversity 

to greater somatic burden2. Although depression and anxiety scores were also higher at intake among high-ACE 

patients, these differences did not reach statistical significance, suggesting that somatic symptoms may be a more 

sensitive early marker of ACE burden in FND populations.

Over one year, higher ACE scores predicted reduced psychiatric improvement. Continuous ACE modeling indicated 

that patients with greater early adversity experienced less reduction in depression and anxiety symptoms, aligning with 

evidence that trauma histories may contribute to more treatment-resistant psychiatric trajectories1. Categorical 

comparisons further supported this pattern, with high-ACE patients showing trend-level reductions in anxiety symptom 

improvement relative to low-ACE patients. These findings highlight the importance of trauma-informed care approaches 

that specifically address the lingering psychiatric impacts of early adversity in FND.

When examining treatment settings, ACE effects were more pronounced among outpatients. Among outpatients, higher 

ACE scores showed trend-level associations with reduced improvement in depression and anxiety symptoms, and 

high-ACE outpatients showed a trend toward worse anxiety outcomes compared to low-ACE outpatients. In contrast, 

among inpatients, ACE exposure was not significantly associated with changes in depression, anxiety, or somatic 

symptoms, suggesting that intensive multidisciplinary inpatient care may buffer the negative psychiatric impacts of early 

adversity. This differential pattern supports the potential benefit of structured, higher-intensity interventions for FND 

patients with significant trauma histories, who may otherwise experience limited psychiatric recovery in outpatient 

settings.


