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Abstract: Objective To clarify the effect of CDKN2A mutation status on the progression mechanism and drug sensitivity of renal cell carcinoma.

DOI: 10.3969/j.issn.1006—1959.2022.16.001

Methods The open source network tool cBioPortal was used to analyze the mutation type, frequency and survival status (overall survival and disease—
free survival) of CDKN2A in patients with renal cell carcinoma. The GDSC platform was used to draw the drug—sensitive volcano map and scatter plot
of CDKN2A. The gene set enrichment analysis (GSEA) was used to evaluate the gene distribution in the predefined gene set, and the differentially
expressed genes (DEGs) and DEGs volcano map were drawn.Results TCGA data showed that 5.00 % of renal cell carcinoma had CDKN2A mutation,
and the overall survival and disease—free survival of patients with CDKN2A mutation were poor. CDKN2A mutations might increase resistance to drugs
such as Tenovin—6, which was significantly selective for wild—type in various tumors and renal cell carcinoma. GO and KEGG analysis showed that
DEGs were enriched in pathways associated with cell division and multiple metabolic processes.Conclusion Multiple genes and pathways may play a
key role in CDKN2A mutation.
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