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" Wilcoxon rank sum test; Pearson's Chi-squared test
ot o e i _ P  Inthose with LLD+MCI, components across brain health domains were tightly coupled.
Mean = SD for continuous variables; n (%) for categarical variables. . . .
« The amyloid and tau components reflected AD-related pathological burden and were closely linked to
neurodegenerative components.
LLD = Late-Life Depression; LLD+MCI = Late-Life Depression with Mild Cognitive Impairment. ACKNOWLEDGMENTS - Inflammatory and vascular components were also strongly linked to amyloid and neurodegenerative
_ _ components, suggesting these components may modify/accelerate pathological progression.
National Institute K23MH125074  These preliminary results characterize proteomic profiles linked to worse cognition in those with LLD.
of Mental Health RO3MH136435 » Further, in those with LLD+MClI, depression-related inflammatory and vascular pathology appear to interact
with AD pathology, shaping neurodegenerative expression and clinical risk for dementia.

p-values: Wilcoxon rank-sum test (continuous); Pearsen Chi-squared test (categorical).
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