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Effect of cepharanthine on proliferation and apoptosis of HepG2 cells
YANG Xiaoling,LAT Lijin,TAN Guilan

Author Affiliation:Department of General Practice, Shenzhen Longhua People's Hospital, Shenzhen, Guangdong
518000, China

Abstract: Objective To investigate the effect and mechanism of cepharanthine on proliferation and apoptosis of hepatocellular car-
cinoma cell line HepG2.Methods From January 2020 to June 2020, HepG2 cells were purchased from Shanghai Tongpai Biotechnolo-
gy Co., Ltd. HepG2 cells were treated with cepharanthine (20 wmol/L). MTT assay was used to determine the proliferation activity. Cell
cycle was detected by PI monochrome staining. Annexin V-FITC/PI double staining was used to detect apoptosis. Western blotting was
used to detect the expressions of cyclin D1, p21, Bel-2-associated X protein (Bax), activated caspase 3 (cleaved caspase-3) and nuclear
factor-kB p65 (NF-kBp65). Hepatocellular carcinoma cells were treated with NF-kB signal activator and cepharanthine to detect the
changes of cell proliferation, cycle and apoptosis. Results  The proliferative activity of hepatoma cells treated with cepharanthine de-
creased, the percentage of GO/G1 phase [(65.81+3.73) % vs. (50.61+4.17) %] increased, the apoptotic rate [(13.47+1.58) % vs. (2.18+
0.12) %] increased, the levels of p21, Bax and cleaved-caspase-3 protein in cells increased, Cyclin D1 protein level decreased, and the
level of NF-k Bp65 protein (0.19+0.02 vs. 0.36+0.05) decreased. NF-kB signal activator treatment could improve the proliferation (0.46+
0.03 vs. 0.35+0.04) of hepatocellular carcinoma cells under the condition of cepharanthine, reduced the proportion of cells in GO/G1
phase, decreased the apoptotic rate, decreased the expression levels of p21, Bax and cleaved-caspase-3 protein in cells, and increased

the levels of cyclin D1 and NF-kBp65 in cells.Conclusion Cepharanthine inhibits the proliferation of hepatocellular carcinoma cells,

blocks cell cycle and induces apoptosis, the mechanism of which is related to down-regulation of activation of NF-kB signaling.

Key words: Liver neoplasms; Hep G2 cells; Oncogene protein p65(gag-jun); Cepharanthine; NF-kB signal; Apoptosis
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