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Abstract: Objective To investigate the expression and clinical value of ATP1B3 genes in hepatocellular carcinoma, and predict
the role of ATP1B3 genes in the occurrence and development of HCC.Methods The expression levels of ATP1B3 mRNA in different
tumors were analyzed using by Oncomine and TIMER database. HCCDB, Oncomine and TCGA databases were used to analyze the ex-
pression of ATP1B3 mRNA in hepatocellular carcinoma and normal liver tissues. Moreover, the correlation between ATP1B3 expres-
sion and clinicopathological characteristics and prognosis was analyzed. GSEA method was used to analyze the positive and negative
genes of ATP1B3.TIMER and GFPIA database were used to analyze the correlation between the expression of ATP1B3 and the degree
of immune invasion in hepatocellular carcinoma.A gene network based on ATP1B3 was constructed using GeneMANIA database and
analyzed using WebGestalt database to predict ATP1B3 targeted drugs.Results ATP1B3 mRNA expression in hepatocellular carcino-
ma was higher than that in normal liver tissue (P<0.05).The expression of ATP1B3 in different tumor grades and stages was statistically
different(P<0.05), there were no statistically significant differences in expression among different genders, ages, family history, BMI,
vascular invasion, and surrounding inflammation in cancer tissues (P>0.05).The overall and disease free survival of the ATP1B3 high
expression group was lower than that of the low expression group (P<0.05), and the high expression of ATP1B3 was an independent risk
factor affecting the overall survival prognosis of HCC patients (P<0.05). Enrichment analysis of positive and negative genes related to
ATP1B3 lead to a natural conclusion that samples with high expression of ATP1B3 gene existed in ribosome and spliceosome and af-
fected RNA transportation, MAPK signaling pathway and other biological processes (P<0.01, FDR<0.05).ATP1B3 gene expression was
associated with immune infiltration in hepatocellular carcinoma (cor>0,P<0.05).ATP1B3 gene interaction network predicted that cardi-
ac glycosides may be targeted drugs of ATP1B3.Conclusion ATP1B3 may be a potential oncogene in hepatocellular carcinoma, and
its up-regulated expression played an important role in the development and progression of hepatocellular carcinoma, and may be an im-
portant biological indicator for the prognosis of patients with hepatocellular carcinoma.
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