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Screening for the key genes of Alzheimer’s disease based on GEO database”
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[ Abstract | Objective ~ To screen key genes in Alzheimer’ s disease by bioinformatics method.
Methods The data of GSE5281 and GSE138260 were downloaded from the Gene Expression Omnibus(GEQO)
database,and the R software was used to carry out batch effect on the data set. The co-expression network was
constructed by WGCNA analysis,and the disease-related gene modules were screened and the gene cluster and
correlation maps were made. The differentially expressed genes(DEGs) were analyzed by using the module
genes screened by WGCNA , and volcano map and heatmap were drawn. The DEGs were analyzed by Lasso re-
gression and the key genes were screened. Then Kyoto Encyclopedia of Genes and Genomes(KEGG) and gene
ontology(GO) enrichment analysis of DEGs were performed and bubble charts were drawn. Results The
brown gene module which include 704 genes correlated with Alzheimer's disease through WGCNA analysis. A
total of 39 DEGs were identified by brown module differential expression analysis,including 10 down-regula-
ted genes and 29 up-regulated genes. A total of 9 key genes were screened by Lasso analysis. GO and KEGG
enrichment analysis showed that these DEGs were significantly enriched in mineral absorption, oxidoreduc-
tion-driven active transmembrane transporter, etc. Conclusion  Potential key genes of Alzheimer's disease
have been preliminarily screened out based on GEO database,but need further experimental verification.

[Key words] Alzheimer's disease; DBioinformatics; Gene Expression Omnibus database; Differenti-

ally expressed genes; Enrichment analysis
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