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Abstract : Objective To identify key genes in acute myeloid leukemia (AML) and investigate their poten-
tial pathways by using bioinformatics analysis methods through GEO database. Methods Using "acute mye-
loid leukemia" as the key word, the microarray data of gene expression meeting the requirements were
searched in Gene Expression Omnibus (GEQO) database. Differentially expressed genes between AML and nor-
mal controls were selected using the R language Limma package. GO enrichment and KEGG signaling path-
way analysis of the selected genes were performed by the Database for Annotation, Visualization and Integrat-
ed Discovery (DAVID). Some differentially expressed genes with statistical differences were selected,and the
protein-protein interaction network was constructed by using STRING data processing model. The protein
network data was processed by Cytoscape software,and the core genes were selected. Then GO enrichment
and KEGG signaling pathway analysis were performed to annotate the core genes. Results A total of 269 dif-
ferentially expressed genes were selected, including 192 up-regulated genes and 77 down-regulated genes.
Based on the results of DAVID enrichment analysis, five potential key genes were screened out (GNAII,
GNA12,GNB5, GNAS and PLCB2). Conclusion GNA11,GNA12,GNB5, GNAS and PLCB2 might closely
related to the pathogenesis of AML, which could provide a theoretical basis for screening tumor markers of
pathogenesis of AML.
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