GWAS Are Used to Identify Novel AD Candidate Genes
Using Large-Scale Genetic Information
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GWAS Have Significantly Increased the Pace of AD
Gene/Risk Loci Discovery
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Susceptibility Loci Help Pinpoint Major Molecular
Pathways Associated With LOAD

ApoE, SORL1, CLU, CR1, PICALM, BIN1, ABCA7, CASS4, PLD3 Amyloid pathway

CLU, CR1, EPHA1, ABCA7, MS4A4A/MSAAG6E, CD33, CD2AP, HLA- Immune system/inflammation
DRB5/DRB1, INPP5D, MEF2C, TREM2/TREML?2

ApoE, CLU, ABCA7, SORL1 Lipid transport and metabolism

CLU, PICALM, BIN1, EPHA1, MS4A4A/MS4AGE , CD33, CD2AP, PTK2B, Synaptic cell functioning/endocytosis
SORL1, SLC24A4/RIN3, MEF2C

BIN1, CASS4, FERMT2 Tau pathology

PTK2B Cell migration

MEF2C, PTK2B Hippocampal synaptic function

CELF1, NMES, CASS4 Cytoskeletal function and axonal transport
INPPD5 Microglial and myeloid cell function

FBXL7 Phosphorylation-dependent ubiquitination

LOAD, late-onset Alzheimer’s disease.
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