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All continuous variables were visually examined and observed to be normally distributed. The assumptions of normality and homoscedasticity of the residuals, and normality of the random effects were evaluated and deemed acceptable. Visual inspection of spaghetti plots, which depicts each participant’s trajectory, did not show any evidence of cases with floor effects (e.g., scores consistently falling at the bottom of the range across time.) Influential cases were assessed using Cook’s distance values.  Removal of cases with large standardized residuals and high Cook’s distance values did not substantially change the overall findings or interpretations of any model. The nlimb optimizer was used when models failed to converge. Missing data on the outcome variables were imputed using restricted maximum likelihood estimation. Data were assumed to be missing at random. Total virus exposure was missing for 4.2% of cases, whereas complete data were available for all other covariates.


As a sensitivity analysis, baseline demographic and clinical characteristics were compared between participants who were included versus excluded due to invalid and/or missing data using t-tests and Mann-Whitney U-tests, where appropriate, for continuous variables, and chi-square tests for categorical variables. Participants who were excluded from the longitudinal models had, on average, fewer years of education (p = 0.03). Of participants with a history of a TBI, only 4 (8.7%) were excluded. No other differences were observed (see Table S2). 


To determine if inclusion of the cases with a diagnosed cognitive disorder at baseline (n = 27 cases eligible for inclusion in longitudinal analyses) were biasing the results in any way, we added this variable as a categorical fixed effect to the covariate-only mixed effects models along with a cognitive disorder*time2 term. As expected, participants with a diagnosis of a cognitive disorder at baseline had significantly lower performance on measures of verbal learning (B = -3.95, SE = 1.014, p < .001), verbal memory (B = -2.10, SE = 0.497, p < .001), and inhibitory control (B = -7.55, SE = 1.925, p < .001). However, the none of the interaction terms were statistically significant, suggesting that the trajectories of cognitive change among persons with a cognitive disorder do not differ from the overall average trajectory of change (verbal learning: B = -.02, SE =  0.021, p = .280; verbal memory: B = -0.01, SE = 0.010, p = . 336; inhibitory control: B = 0.05, SE = 0.043, p = .258). We also re-ran the primary the three primary analyses excluding cases (n = 27) with a diagnosis of a cognitive disorder at baseline, and all results remained the same.  

