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[ Abstract] Objective

liver cancer model. Methods

To evaluate the inhibitory role of bergenin on hepatic cancer HepG2 cells and rat
A certain concentration gradient of bergenin(0,0.1,0.2,0.4,0.6,0. 8 mmol/L)
was used to incubate with human liver cancer cell line HepG2. The effects of bergenin on the proliferation of
HepG2 cells, plate clone, migration and invasion ability were evaluated. Meanwhile the diethylnitrosamine
(DEN) continuous feeding method was utilized to construct liver cancer rat model. Rat liver cancer model was
used to test the inhibitory role of bergenin on liver cancer. At 2 weeks from the beginning of model construc-
tion success,the experimental group was given 10mg/kg berginin by continuous gavage for 2 weeks, while the
control group was fed only by equal quantity of berginin solvent dimethyl sulfoxide (DMSO). Then the effects
of berginin on liver cancer size and survival time were observed. Results Bergenin could significantly suppress
the proliferation of liver cancer cells (P=0.029 9),colony forming (P<C0. 01),migration and invasion ability
(P=0.009 8 and P=0. 006 9) ,moreover which showed the dose dependent manner. Bergenin also could inhib-
it the growth of rat liver cancer,made its volume to be decreased(P<C0. 01) and rat survival time to be pro-
longed (P<C0. 05). Conclusion Bergenin has the inhibitory effect on liver cancer.
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