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BACKGROUND

Alzheimer’s disease (AD) is genetically heterogeneous, with risk variants
implicating various biological pathways, including immune response, lipid
metabolism, synaptic function, mitochondrial metabolism, proteostasis, and association analySiS (U KB) Associations between UKB circulating proteins and AD PRS Associations between UKB circulating proteins and pathway-specific PRS
structural stabilization.

RESULTS

Figure 2. Linear regression: NPX ~ PRS + age + sex + batch + PC1-10
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Figure 1. Pipeline for domain-specific PRS construction
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associated with protein trajectories. Longitudinal PRS—protein Figure 4. Change in plasma protein abundance from baseline by AD PRS tertile
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