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Abstract ;: Alzheimer’ s disease ( AD) , which is also called senile dementia, is a kind of complex central nervous
system degenerative diseases. In this paper, we selected a genome-wide association study dataset of AD, and
conducted a gene-based test using ProxyGenel.LD and a pathway analysis using WebGestalt. We identified 320
significant AD genes (P<0.05), 8 significant KEGG pathways and 41 significant GO pathways ( P<0.05).These

results are helpful to elucidate the potential pathogenies of Alzheimer’s disease.
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Table 1 The significant KEGG pathways

Pathway ID Pathway Name NG NGR rawP adjP
Hsa04514 Cell adhesion molecules 7(309) 134(30 642) 4.36x107 1.73x1072
Hsa05414 Dilated cardiomyopathy 6(309) 90(30 642) 3.07x107* 1.82x1072
Hsa05412 Arrhythmogenic right ventricular cardiomyopathy 5(309) 73(30 642) 8.66x107* 2.58x1072
Hsa04080 Neuroactive ligand—receptor interaction 9(309) 269(30 642) 1.74x1073 2.59x1072
Hsa05410 Hypertrophic cardiomyopathy 5(309) 83(30 642) 1.54x1073 2.62x1072
Hsa00532 Glycosaminoglycan biosynthesis — chondroitin sulfate 3(309) 22(30 642) 1.36x1073 2.69x1072
Hsa00230 Purine metabolism 7(309) 162(30 642) 1.34x1073 3.18x1072
Hsa05010 Alzheimer’s disease 8(309) 164(30 642) 2.74x107* 3.26x1072
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Notes: NG means the number of inputting genes; NGR means all of the genes in reference gene set; O means the number of genes associated with AD in

a pathway; rawP means the original P value; adjP means the P value after correction.
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0008203 ), lipid transport ( GO: 0006869 ), #
lipoprotein metabolic process (GO :0042157) , A #R1
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Table 2 The top 10 GO pathways

GO ID GO Name NG NGR rawP adjP
G0:0043691 reverse cholesterol transport 6(309) 18(30 642) 1.68x1078 8.09x107°
G0:0007165 signal transduction 35(309) 1173(30 642)  1.19x107 1.15%x107
G0:0007155 cell adhesion 22(309) 553(30 642) 5.93x107% 1.90x107°
G0:0007268 synaptic transmission 16(309) 372(30 642) 1.44x107° 3.46x107*
G0:0033700 phospholipid efflux 4(309) 10(30 642) 2.03x107° 3.91x107*
G0:0070328 triglyceride homeostasis 4(309) 16(30 642) 1.68x107° 2.69x1073
G0:0007271 synaptic transmission, cholinergic 4(309) 17(30 642) 2.18x107° 2.62x1073
G0:0007202 activation of phospholipase C activity 6(309) 58(30 642) 2.61x107° 2.79x1073
G0 ;0006629 lipid metabolic process 11(309) 247(30 642) 4.67x107° 3.46x1073
G0:0006810 transport 18(309) 607(30 642) 5.20x107° 3.57x1073
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Notes ;: NG means the number of inputting genes; NGR means all of the genes in reference gene set; O means the number of genes associated with AD in

a pathway; rawP means the original P value; adjP means the P value after correction.
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