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Multi network-based analysis reveal sex-dependent plasma
protein co-expression linked to Alzheimer’s genetic risk
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included 105 proteins, among which proteins involved in
synaptic function (e.g., ARC) and oxidative stress (e.g., OGG1,
PON2), previously implicated in AD pathophysiology (Figure 4).

Background

 Late-onset Alzheimer’s disease (AD) has a complex and highly polygenic WGCNA identified 19 plasma protein modules (M1-M19) (Figure 1). M8 -
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* Although sexisa key modifier of AD pathogeneSIS, its role in Shaping these plasma Figure 1. WGCNA protein modules (M1-M19). Cluster dendrogram generated by unsupervised hierarchical clustering of all measured Figure 4. Top 10 hub proteins in AD genetic risk-associated WGCNA module M8 based on
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Bar plot showing the number of proteins assigned to each WGCNA module (right). connections between proteins, with a maximum of top 700 connections shown for each module.

Main effect models (Figure 2) Conclusions

 Seven modules showed sex-associated expression patterns.
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