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Expression and clinical significance of long non—coding RNA CPS1-IT1 in hepatocellular carcinoma
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[Abstract] Objective To investigate the expression, clinical significance and possible mechanism of
IncRNA CPSI-IT1 in hepatocellular carcinoma. Methods The expression and clinical data of hepatocellular
carcinoma mRNA and IncRNA were downloaded from the Cancer Genome Atlas database. Wilcoxon rank sum
test and Wilcoxon signed rank test were used to analyze the difference of CPSI1-IT1 expression in unpaired
and paired cancers and adjacent cancers. Wilcoxon rank sum test evaluated the relationship between CPSI -
IT1 expression and clinicopathological characteristics. Univariate and multivariate Cox regression analysis and
Kaplan —Meier method were used to analyze the relationship with prognosis. STRING website and Cytoscape
software construct the protein interaction network diagram related to CPS1-IT1 expression, and finally analyze
the signal pathway of CPS1-IT1 high and low expression group enrichment by gene set enrichment analysis.
Results The expression of CPS1-IT1 was significantly down-regulated in hepatocellular carcinoma (P<
0.001). The low expression of CPS1-IT1 was associated with a higher clinical stage (P<0.01), T stage (P<
0.05), and more low body mass index (P<0.05) was significantly correlated, and survival analysis showed
that the overall survival rate of patients in the low expression group was significantly lower than that in the
high expression group (P<0.01). Multivariate Cox regression analysis showed that the expression of CPS1-
IT1 (HR=0.898, 95%CI: 0.811-0.994, P<0.05) and clinical stage (HR=1.592, 95%CI: 1.286-1.969, P<

0.001) It can be used as an independent prognostic factor in patients with hepatocellular carcinoma. The
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results of GSEA enrichment analysis suggest that CPS1 —IT1 is mainly involved in various amino acid

metabolism, fatty acid metabolism, drug metabolism cytochrome P450, PPAR signaling pathway, vitamin A

metabolism and other pathways. Conclusion

The expression of CPS1-IT1 in hepatocellular carcinoma is

significantly down-regulated, CPS1— IT1 expression and clinical stage can be used as independent prognostic

factors for hepatocellular carcinoma, and may inhibit the occurrence of cancer by participating in metabolic

pathways.
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