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Abstract Objective To investigate the in vitro antitumor activity of yak  Bos grunnisens liver protein BGP as well as
its effect on proliferation and apoptosis of human hepatocarcinoma HepG2 cells. Methods HepG2 cells were treated
with BGP at various concentrations, using those untreated as negative control. Blank control was set up. The proliferative
activities of HepG2 cells 12, 24, 36 and 48 h after treatment with 25, 50 and 100 mg / L. BGP were determined by MTT
assay, while the morphologies were observed under inverted microscope. The cell cycle and apoptosis of HepG2 cells 24 h
after treatment with 25, 50, 75 and 100 mg / L BGP were determined by flow cytometry. Results The proliferations of
HepG2 cells treated with BGP at various concentrations were inhibited significantly as compared with those untreated P <
0. 05 , of which the inhibition rate reached the maximum 94. 99% 48 h after treatment with 100 mg / L. BGP. The mor-
phologies of HepG2 cells in various test groups changed significantly, expressed as increased space and loose junction be -
tween cells, increased intracellular particles, arrested growth even death, and decreased count of cells. The count of
apoptotic cells increased significantly 48 h after treatment with 100 mg / L. BGP. The treatment with BGP at various con—
centrations for 24 h inhibited the growth and induced the apoptosis of HepG2 cells at different degrees. The percentage of
cells after treatment with BGP except that at a concentration of 25 mg /L. at S phase increased significantly, while that at
GO/ G1 and G2 /M phases decreased significantly each P < 0. 05 . Conclusion BGP inhibited the proliferation and
promoted the apoptosis of HepG2 cells, which showed significantly antitumor activity in vitro.
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Fig 3. Cell cycles of HepG2 cells 24 h after treatment with BGP for 24 h
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