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Abstract: Objective
HepG2. Methods

To investigate the role of Src in cell proliferation and apoptosis in hepatocellular carcinoma cell line

After different concentration PP2 of the specific inhibitor of Src to deal with HepG2 cell to detect the expression

of Src and cell proliferation and apoptosis in HepG2 cell by the means of immunohistochemistry, flow cytometry, MTT. Results

The expression of Src was high in the HepG2 cell and could dramatically inhibit cell proliferation and improve apoptosis after deal-

ing with the HepG2 cell with PP2. Conclusions
HepG2 cell.
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