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Abstract .

of hepatocarcinoma cells.

Objective To investigate the effects of total glycosides in glaucescent fissistigma root on the proliferation

Methods MTT assay and hepatoma model in mice were used to observe the proliferation of

hepatoma cells impacted by total glycosides in glaucescent fissistigma root. Expression of AFP in HepG2 cells was analyzed

by radio immunoassay.

of human and murine hepatoma cancer cells, and significantly reduce the secretion of AFP in HepG2 cells.

Results Total glycosides in glaucescent fissistigma root can significantly inhibit the proliferation

Conclusion

Total glycosides in glaucescent fissistigma root can inhibit the proliferation of liver cancer cells ,which mechanism may be

related to inhibit the secretion of AFP.
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