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Abstract  Objective; To investigate the role and mechanism of UFC1 in liver cancer progression.
Methods; TCGA database was used to analyze the expression of UFC1 in liver cancer tissues and to detect
the relationship between its expression and the prognosis of HCC patients. Hepal-6 murine cells were

constructed by infection with lentivirus to form a stable knockdown cell line of UFC1. Colony formation
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experiment was used to detect the proliferation of cells. Silencing the expression of UFC1 by transiently

transfecting cells with siRNA, the mRNA and protein expression levels of YAP and its downstream cyclin

were detected by real-time fluorescent quantitative PCR ( RT-qPCR) and Western blot, respectively.

Results; The database analysis results showed that UFC1 was highly expressed in liver cancer tissues and

was associated with poor prognosis. After UFC1 knockdown, the proliferation of hepatoma cells was

decreased, the expression of YAP protein was down-regulated, and the expression of CCNA2 was

significantly reduced. Conclusion; UFCI is highly expressed in liver cancer, indicating poor prognosis of

patients. UFC1 silencing can down-regulate the expression of YAP and its downstream CCNA2, and inhibit

the proliferation of mouse liver cancer cells. It suggests that UFC1 may be a potential target for the

treatment of liver cancer.
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