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Preliminary study on the mechanism of Agkistrodon halys venom antitumor component- in
human gastric cancer SGCF901 cells
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[ Abstract 10bjective: To investigate the primary mechanisms of Agkistrodon halys venom antitumor component—] ( AHVAC—I) in human gastric cancer
cell line SGCF901. Methods: SGCT901 cells were used, and sub-cultured with in vitro technique. The experiment was performed as normal control group
and different AHVAC—-] concentration treatment group. MTT method was used to examine the inhibitory effects of different concentrations of AHVAC-]

on SGC901 cell proliferation , and the changes of mitochondrial membrane potential( A Wm) were detected by chemiluminescence method. Results: MTT
determination showed that the inhibition rate of cell proliferation was increased with added AHVAC-] concentration ( 330 mg/L) , which resulted in
SGCT901 cell death with chromatin aggregation, nuclear fragmentation , apoptotic bodies and other typical apoptotic morphological features. Additionally,
decreased mitochondrial membrane potential was observed. Conclusion: AHVAC-1 affecting SGCT901 cells is associated with mitochondrial apoptosis
pathway. One of the potential mechanisms is to induce apoptosis of human gastric cancer SGC7901 cells via reducing the mitochondrial membrane poten—
tial.
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