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Abstract: Objective

To investigate the effect of artemisinin on the proliferation of human hepatoma cell line HepG-2. Methods

The inhibition effect of cell proliferation in human hepatocelluar carcinoma cell line HepG2 of artemisinin was detected by MTT

test,and the cell cycle and apoptosis were detected by Flow cytometry. Results

Artemisinin at 80 umol/L could effectively inhibi-

ted the proliferation of HepG-2 cell in a dose-and time-dependent manner;the drugs could block cells at G, /S phase,and induct the

HepG-2 cell apoptosis. Conclusion Artemisinin could effectively inhibit the proliferation of HepG-2 cell.
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