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Abgtract :Objective  To investigate the antitumor mechanism of sodium arsenic on human gastric carcino-
ma cell line BGC-823 in vitro. Methods M TT assay , light microscopy ,electron microscopy flow cytome-
try ,and immunocytochemical staining were used to detect the effect of sodium arsenic on hiologic behavior
of BGG-823 cells. Results  Sodium arsenic inhibited the growth of B GC-823 cellsin a time and concentra
tion dependent fashion ,its 50 % inhibitory concentration(1Cs) was 4. 8¢ mol/ L . B GC-823 cells were ar-
rested significantly in G/ M phase when treated with sodium arsenic. B GC-823 cells presented typical
morphologic feature of apoptosi s and necross ater exposure to sodium arsenic. Sodium arsenic up-regula
ted Caspase-3 protein expression in BGC-823 cells. Conclusion  Sodium arsenite could obvioudy inhibit
the proliferation of B GC-823 cells:induce cell cycle arrest and apoptosis and necross of the cells. Its
mechanism is possbly associated with inhibition of elimination of ROS, and the up-regulated expresson
of Caspase-3 protein.
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