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Alzheimer’s disease GWAS identify 40 risk loci

Shea Andrews & Brian 
Fulton-Howard



Active enhancers in myeloid cells are enriched 
for AD risk alleles

Novikova et al., bioRxiv 694281



AD risk alleles are enriched in active 
enhancers, but how do we identify the genes 

these enhancers regulate?
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Integrative analysis of GWAS, epigenomic, transcriptomic 
and chromatin data to discover of risk genes

Novikova et al. BioRXiv



Data integration identifies Bin1 and TP53INP1 as candidate causal genes
BIN1 locus TP53INP1 locus
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Twenty three AD candidate genes identified
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Candidate variant in MS4A locus disrupts CTCF binding site, 
alters chromatin activity and increases expression of MS4A4A/6A 

a
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Genes coalesce around endolysosomal pathway
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Summary

§ 40 common AD risk loci are enriched in myeloid enhancers

§ Integration of GWAS with myeloid cell genomic/epigenomic data 

nominates 23 candidate genes

§ Candidate genes implicate endolysosomal system in myeloid cells
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