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Abstract Objective To investigate the Astragaloside Il increasing inhibition of human hepatic cancer ( HepG2)
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cells by 5-luorouracil and its possible mechanism. Methods The HepG2 inhibiting rate by 5-{luorouracil after a—
lone or jointly acting on cells was detected by MTT method; cells apoptosis was detected by Hoechst33342 staining.
The expressions of ERK1/2 p4RK1/2 PARP Cleaved PARP Cleaved caspase 3 and Cleaved caspase 9 proteins
were measured by Western blot. Results MTT staining showed that 5-luorouracil inhibited the proliferation of
HepG2 cells and presented dose and time-dependence. Furthermore combining the Astragaloside II with 5<luorou—
racil could further significantly enhance the effect of 5{luorouracil on cancer cells inhibition ( P <0.05) . Western
blot result proved that combining the Astragaloside II with 5-luorouracil could increase the expression of Cleaved
PARP ( P <0.05) . Hoechst33342 staining result further validated the level of apoptosis cells was far more in—
creased in the combination group than the 5-luorouracil group. Moreover Western blot result also showed that As—
tragaloside IT inhibited the phosphorylation of ERK1 /2. Combining the inhibitor of ERK1/2 ( PD98059) with 5-flu—
orouracil may increase apoptosis rate and the expressions of apoptosis related proteins like Cleaved caspase3
Cleaved caspase 9 in HepG2 cells. Astragaloside II showed negative increasing trend of apoptosis rate and the ex—
pressions of apoptosis related proteins like Cleaved caspase 3 Cleaved caspase 9 by 5luorouracil after blocking
ERK1/2 in HepG2 cells. Conclusion Astragaloside II could increase inhibition of human hepatic cancer HepG2
cells by SHluorouracil and the mechanism may be related to inhibiting p4RK1 /2 pathway.
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