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Astragaloside induces gastric MGC-803 cells apoptosis by inhibiting AKT and NF-xB pathway
GUO Ying
(Department of Oncology .3201 Hospital, Hanzhong , Shaanxi 723000, China)
Abstract : Objective
apoptosis. Methods

To investigate the effect and mechanism of astragaloside on gastric MGC-803 cells
The effect of astragaloside on the proliferation of gastric MGC-803 cells was detected by
MTT assay,the cell cycle and apoptosis of MGC-803 were detected by flow cytometry,and the effects of astra-
galoside on AKT and NF-«kB pathways and apoptosis related proteins BCL-2 ,BAX,Caspase-3 was detected by
Western blot. Results Astragaloside could inhibit gastric MGC-803 cells proliferation but promote apoptosis
of in time and dose dependent manner. At the same time,the AKT and NF-kB pathway would be inhibited by
inducing BCL-2 anti-apoptotic protein expression, but promoting the expression of BAX pro-apoptotic protein,
which would reduce the proportion of BCL-2/BAX.,and activate Caspase-3. Conclusion Astragaloside can pro-
mote gastric MGC-803 cells apoptosis, which was caused by inhibiting the AKT and NF-kB pathway to reduce
the proportion of BCL-2/BAX and activate Caspase-3.
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