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ABSTRACT Objective

hepatocellular carcinoma (HepG, ) cells and its possible mechanism.

To investigate the effect of total saponins from Rhizoma Paris ( RPTS) on radiosensitivity of
Methods HepG, cells were divided into 4 groups : blank
mL™") for 48 h;
irradiation group, after culture with normal culture solution for 48 h, the cells were irradiated by 6 MV X ray; irradiation+RPTS
group, after treatment with RPTS (25 wg - mL™") for 48 h, the cells were irradiated by 6 MV X ray. CCK-8 was used to detect
effect of total saponins on proliferation of HepG,.

control group, cultured with normal culture solution for 48 h; RPTS group, treated with RPTS (25 pg -

Influence of total saponins on cell cycle and apoptosis was detected by flow
Results The RPTS had inhibitory effects on
HepG, cells in a time and concentration dependent manner. The low cytotoxic concentration of RPTS regulated the cell cycle

cytometry. The expression of MUC-1 protein was detected by Western blotting.

distribution of HepG, cells. The low cytotoxic concentration of total saponins from Rhizoma Parisfurther induced apoptosis of
hepatoma cells by X-ray( P<0.05).The low cytotoxic concentration of RPTS further inhibited the expression of MUC-1 protein
(P<0.01).
of cell proliferation, regulation of cell cycle, promotion of cell apoptosis and the reduction of the expression of MUC-1 protein.

KEY WORDS Total saponin from Rhizoma Paris ;Liver cancer;Proliferation inhibition ; Radiosensibility ; MUC-1 protein

Conclusion RPTS have a certain radiosensitization effect on HepG, cells, which may be related to the inhibition
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Fig.1 Growth inhibition curve of RPTS on HepG, cells
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Fig.2 Protein expression of MUC-1 in four groups of
HepG, cells at 48 h and 72 h
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