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Key genes and related pathways of hepatic fibrosis based on bioinformatics analysis
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Abstract: Objective By screening key genes and related pathways for hepatic fibrosis treatment through bioinformatics analysis, the
differentially expressed genes of hepatic fibrosis patients were mined to predict potential therapeutic targets for liver fibrosis. Methods

Gene expression profiles GSE197112 were obtained from GEO database. Differentially expressed genes were screened by Limma. DAVID
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online database was used to conduct GO enrichment analysis and KEGG signaling pathway enrichment analysis of differentially expressed
genes. The protein-protein interaction (PPI) network diagram of differentially expressed genes were obtained from STRING database and
visualize by Cytoscape software. At the same time, the plug-in CytoHubba in Cytoscape software was used to screen the target genes of
hepatic fibrosis. Results A total of 399 differentially expressed genes were screened (P<0.01, [1og2FC|>1.5) , including 300 down-
regulated genes and 99 up-regulated genes. These genes were mainly involved in GO biological processes such as mitosis checkpoint, DNA
replication, chromosome segregation, cell division, apoptosis, adaptive immune response and so on, and mainly regulated the intestinal
immune network for IgA production, progesterone-mediated oocyte maturation, human T-cell leukemia virus 1 infection, cell cycle, antigen
processing and presentation, p53 signaling pathway, cancer transcription disorder, cell adhesion molecules and so on. Five target genes
were screened by Cytoscape software: TTK, KIF2C, ASPM, DLGAPS, PBK. Conclusion In this study, 399 differentially expressed

genes and 5 target genes in hepatic fibrosis were screened by bioinformatics methods, which play key roles in the biological processes related

to hepatic fibrosis, and provide a new direction for the pharmacological treatment of liver fibrosis.

Keywords: bioinformatics; hepatic fibrosis; differentially expressed genes; GEO database; targets
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