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Abstract Objective:The key genes and immunoinfiltration characteristics of vulvar squamous cell carcinoma(VSCC) were screened
by bioinformatics methods. Methods: The gene expression data related to VSCC were downloaded from GEO database. Differentially ex—
pressed genes(DEGs ) analysis and weighted gene co—expression network analysis were used to screen out common DEGs, and en-
richment analysis of DEGs was performed. The protein—protein interaction (PPI) network was constructed using STRING database
and Cytoscape software, and the key genes were selected by four algorithms, and the key genes were analyzed by GSEA. CIBERSORT
was used to analyze the infiltration characteristics of VSCC-related immune cells and the correlation between key genes and immune
cells. Results: A total of 182 DEGs were selected, and DO enrichment mainly involved benign tumors of reproductive organs, connective
tissue cancer and other diseases. The results of GO and KEGG enrichment were mainly related to epidermal development, keratinized
envelope, oxidative stress and immune cell migration. There were 65 nodes and 90 edges in the PPI network,and six key genes were
screened out,including SI00A7,SPRR2B,SPRR2G ,CASPI14,CDSN,ESR1. Cell cycle and proteasome signaling pathways were en—
riched. Compared with the control group, the initial B cells and resting CD4*T memory cells in the VSCC group were downregulated ( all
P<0.05), while memory B cells, regulatory T cells, activated NK cells, macrophage MO type, resting mast cells, activated mast
cells, eosinophils , and neutrophils were upregulated (all P<0.05). Spearman correlation analysis revealed that SI00A7 , SPRR2G ,
CASPI4 ,and CDSN were all negatively associated with y3T cells(all P<0.05) ,and positively correlated with macrophage MO type
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(all P<0.05). ESRI was negatively correlated with macrophage MO type( P<0.05) and positively correlated with resting CD4*T memory
cells(P<0.05). SIO0A7 and CASPI4 were negatively correlated with resting CD4*T memory cells(all P<0.05). SPRR2G ,CDSN were
negatively correlated with CD8*T cells (all P<0.05). Conclusion:S/00A7,SPRR2B,SPRR2G ,CASP14,CDSN,ESR1 may be poten—

tial biomarkers of VSCC,and the abnormal process of epidermal terminal differentiation caused by long—term chronic inflammatory

stimulation may be a key factor in the occurrence and development of VSCC.

Key words vulvar squamous cell carcinoma;weighted gene co—expression network analysis;differentially expressed genes;enrichment

analysis; immunoinfiltration
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Fig.8 Correlation analysis between key genes and immune cells
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