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Screening of Key Genes in Psoriasis Based on Bioinformatics Analysis
REN Jing—jing',SHI Ying®ZHI Yan—fang',YANG Bo',Ll Xiao—fu'
(Department of Transfusion',Department of Clinical Laboratory’the Third Affiliated Hospital of Zhengzhou University,
Zhengzhou 450052,Henan,China)

Abstract: Objective To screen the key genes and signaling pathways of psoriasis by bioinformatics methods, and to explore its pathogenesis.

DOI: 10.3969/j.issn.1006—1959.2022.24.001

Methods The relevant data sets of 3 psoriatic lesion and non —lesion biopsy samples were obtained from the open source gene expression
comprehensive database (NCBI-GEO). The R language GEO Query and Limma package were used to screen differentially expressed genes (DEGs)
in three datasets. The R language clusterProfiler package was used to analyze the biological processes and signaling pathways of DEGs. Finally, the
protein—protein interaction network was analyzed by Cytoscape 3.6.0 software and the key genes were screened.Results A total of 297 common
differential genes were obtained from the intersection of the three datasets, including 184 up-regulated DEGs and 113 down-regulated DEGs; the
10 key genes screened were all up-regulated genes. The KEGG signaling pathway was mainly enriched in IL-17 signaling pathway, virus protein
and cytokine/receptor interaction pathway and chemokine signaling pathway. GOBP was mainly enriched in the biological processes of chemokines.
Conclusion Chemokines and IL-17 signaling pathway may play an important role in the occurrence and development of psoriasis, and provide
guidance for its molecular mechanism, diagnosis and biological treatment.
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