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Bioinformatic analysis of differentially expressed genes in hepatic stellate cells WANG Liping, DONG Jinzhong, WANG Zhiyu.
Department of Infection Diseases, Ningbo First Hospital, Ningbo 315000, China

[ Abstract ] Objective To screen the differentially’.expressed genes in hepatic stellate cells, and to analyze their
biological functions. Methods Gene expression profile GSE11954 was obtained from gene expression omnibus (GEO)
database. GEO2R was used to screen differentially expressed genes (DEGs). GO function and KEGG pathway analyses of DEGs
were performed using DAVID database, and the protein—protein interaction (PPI) network was constructed using STRING and
Cytoscape software, the MCC algorithm was used to obtain key genes with high connectivity. Results A total of 1 176 DEGs
were obtained from the screening, including 616 up-regulated and 560 down-regulated genes. Biological processes and path—
way enrichment analyses showed that the.DEGs were mainly enriched in ECM-receptor—interaction, cell cycle, p53 signaling
pathway and focal adhesion signaling-pathway. Ten key genes with high connectivity were obtained from analysis with PPI net-
work and Cytoscape software including BUB1B, CDKI, CCNA2, MAD2L1, CCNB2, BUB1, CDCA8, AURKB, NUF2, KIF2C. Con-
clusion The differentially expressed genes of hepatic stellate cells (HSC) may regulate the occurrence and development of liver
fibrosis mainly through«the ECM receptor interaction pathway, focal adhesion signaling pathway, cell cycle pathway, and p53
signaling pathway.
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