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Screening the key genes of cisplatin resistance in tongue squamous cell carcinoma

by bioinformatics analysis based on GEO database

Su Meng, Zhang Zhaoyin, Yao Jinguang
(School o f Stomatology s Youjiang Medical University for Nationalities, Baise 533000, Guangxi, China)

Abstract: Objective To screen the key genes of cisplatin resistance in tongue squamous cell carcinoma by
bioinformatics methods. Methods The GSE111585 and GSE115119 datasets were downloaded from the GEO
database, differential analysis was performed using the limma package. and the DEGs were acquired after adop-
ting the intersection with PRGs. The GO functional enrichment and KEGG pathway enrichment analysis of
DEGs were performed by R language. The PPI network was constructed using the String database, and was
visualized in Cytoscape. Hub genes were selected based on the Degree topological analysis algorithm. The rela-

tionship between Hub genes and cisplatin resistance was analyzed with the Wilcox. test method. Results DA

total of 32 DEGs were screened, @The GO enrichment analysis showed that the DEGs were main involved in
functions such as stimulus response regulation, signal receptor binding. KEGG enrichment analysis showed
that the DEGs were enriched in the cancer pathways and type [ infection signaling pathway of human T-cell
leukemia virus. @ FN1, SOX2, and COL1A1 were identified as 3 hub genes, with a potential biological target

for COL1A1. Conclusion COL1A1 may be a potential target for cisplatin resistance in tongue squamous cell
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