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Abstract : Objective To identify the differentially expressed genes between liver tissue of alcoholic steato-
hepatitis (ASH) and normal liver tissue by bioinformatics methods and provide theoretical basis for exploring
the key genes and molecular mechanisms of ASH. Methods The ASH gene chip datasets GSE28619 and
GSE103580 were downloaded from the Gene Chip Public Database,including 28 liver tissues of ASH patients
and 7 normal liver tissues. The R software was used to integrate the chip data and screen for differentially ex-
pressed genes. Gene ontology (GO) enrichment analysis was performed by online DAVID analysis software.
The KEGG signaling pathway was analyzed by using the Clusterprofiler package in R software. The protein-
protein interaction (PPI) network was further constructed by STRING and Cytoscape software. The first
three core genes were screened out by using the CycloHubba plug-in in the Cytoscape software and 12 topolo-
gical analysis methods. Results A total of 28 differentially expressed genes were identified. GO enrichment a-
nalysis revealed that they were involved in response to corticosterone, Wnt-protein binding, cellular response
to extracellular stimulus, transcription factor activity, RNA polymerase [l core promoter proximal region se-

quence-specific binding. The KEGG pathway analysis revealed that differential genes were enriched in the only
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pathway,which was the interleukin-17 (IL-17) signaling pathway. PPI analysis showed three core genes,
namely CCL20,FOS and NR4A2,and both CCL20 and FOS were enriched in the I1.-17 signaling pathway. The
enrichment analysis of the nodes found that the main enrichment was on signal transduction. Conclusion

Bioinformatics analysis predicts that CCL20,FOS and NR4A2 may be the core genes of ASH. CCL20 may act

on the IL-17 signaling pathway and promote the recruitment of inflammatory cells such as macrophages and

neutrophils after induction and activation, thereby mediating the occurrence of ASH inflammation. providing

new ideas for understanding the molecular mechanism of ASH. IL-17 signaling pathway is expected to become

a new targeting treatment for ASH.
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