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FBXO031 promotes cisplatin-induced apoptosis in hepatocellular carcinoma

HE Hui-juan!, HUANG Hai-li!, WANG Zhen-nan?, YANG La-wei', CHEN Ting', WU Ping' (1. Clinical Medical
Research Center; 2. Department of Oncology; Affiliated Hospital of Guangdong Medical University, Zhanjiang 524001, China)

Abstract: Objective To investigate the effect of FBXO31 on cisplatin-induced apoptosis in hepatocellular carcinoma.

Methods FBXO31 expression plasmids were transfected into HepG2 cells using lipofection. After treated with 2 mg/L

cisplatin, the viability, apoptosis, and FBXO31 protein expression of HepG2 cells were determined by MTT, flow cytometry,

and Western blot, respectively. Results Compared with pcDNA group, cell viability was decreased, while apoptosis and
FBXO031 expression were increased in FBXO031 group (P<0.01 or 0.05). Conclusion Overexpression of FBXO31 gene

promotes cisplatin-induced apoptosis in hepatocellular carcinoma.
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