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[ Abstract] Objective To investigate the effects of saikosaponin A (SSA) on p-ERK expressions
and apoptosis in human nasopharyngeal carcinoma cell. Methods SH-SYSY cells were established in vitro
firstly, then SSA was dissolved in high glucose DMEM cultures which include 0. 2% DMSO, and the cul-
tures were pretreated individually with O ~ 10 wmol/L SSA for 48 hours, and then, the expressions of t-
ERK and p-ERK were analyzed by western-blotting in the cells for different concentrations of SSA. At the
same time, apoptosis levels of cells were analyzed flow cytometry. Results A significant inhibition of p-
ERK was observed in 5-8F cells after treatment with SSA from 10 ~20 wmol/L groups for 48 h. It also
shows that SSA from 10 ~20 pumol/L groups could also induce the apoptosis of 5-8F cells. Conclusion
These results demonstrate that SSA can promote the apoptosis of nasopharyngeal carcinoma cells, and the
mechanism may be related to the inhibition of ERK active expression.
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