A Composite Vascular Burden Score (VCING-Lite Proxy) Modifies APOE and Alzheimer’s Neuropathology Associations
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INTRODUCTION RESULTS
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CONCLUSIONS

Cumulative vascular brain pathology modified the association
between APOE €4 genotype and Alzheimer’s disease
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Percentages are calculated using available non-missing data for each variable
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Figure 2. Effect Estimates (OR) of APOE Genotypes on Alzheimer’s Pathology
by Cerebral amyloid angiopathy , a component of the VCING Lite Proxy
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