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Bioinformatics analysis of key genes and mechanisms of action in
IFN-vy induced psoriasis
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Abstract; To analyze the key genes and possible mechanisms of action of Interferon—gamma (IFN-vy) induced
psoriasis skin lesions by bioinformatics method. GSE32407 mRNA microarray dataset was downloaded from the
GPL571 platform of GEO ( Gene Expression Omnibus) database for gene transcription profiling. A threshold of |
Log2 (FC) | (absolute value of 2—folddifferential expression) = 1 and P < 0.05 was set to screen out differential
genes. Volcano map, Venn map, protein interaction network map and GO ( Gene Ontology )/KEGG ( Kyoto
Encyclopedia of Genes and Genomes) enrichment analysis map were drawn. A total of 1321 DEGs ( Differentially
expressed genes, differentially expressed genes) and PPI ( Protein—Protein Interaction) were screened out in the
healthy group and the psoriasis group. Protein interaction network screened out ten key genes including ISG15,
IFIT1, RSAD2, MX1, IFIT3, IFIT2, IRF7, STAT2, MX2 and OASL. Studies at home and abroad have paid little
attention to the relationship between IFIT3, IFIT2 and OASL genes and psoriasis. These three genes may be
important pathogenic genes in psoriasis, but need experimental verification. Based on the prediction results of this
analysis, it is concluded that IFN — vy may promote keratinocyte proliferation, dendritic cell maturation and
neutrophil infiltration through the expression of key genes, leading to local inflammatory response, and thus leading
to psoriasis. It provides a theoretical basis for the study of targeted drugs for the treatment of psoriasis and the
animal model of IFN — vy induced psoriasis. However, this inference is only derived by means of biogenic analysis,
so further experimental verification is needed.
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Fig.1 Volcano map of DEGs between skin lesion group and normal group
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