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Table 1. Descriptive Statistics of the Study Sample
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Figure 4. Associations of the best-performing pathology-specific polygenic risk scores identified
through the leave-one-cohort-out analyses with longitudinal trajectories of cerebrospinal fluid
biomarkers in the ADNI and Wisconsin cohorts.
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Figure 2. Leave-one-cohort-out meta-analysis of associations between pathology-specific polygenic risk
scores and Alzheimer disease dementia and other dementia among Caribbean Hispanic (CH) participants.

INTRODUCTION

Dementia is clinically and biologically heterogeneous and may reflect Alzheimer disease, vascular,
mixed, or other neurodegenerative pathologies.
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Secondary analyses
O We evaluated associations with preclinical AD, cerebrospinal fluid biomarkers, and longitudinal
cognitive trajectories.
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