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Abstract ; To study the inhibitory effect of astragalus polysaccharide ( APS) on the proliferation of HepG2 cells and
Methods HepG2 cells were cultured and treated with 100 pwg/ml, 200 pwg/ml or 400 pg/ml APS.
Methyl thiazolyl tetrazolium (MTT) assay was used to detect the cell proliferation. Western blot was employed to examine the ex-
Results The absorbance at the 1*=7" day (D1-D7) in MTT assay and

GSK3P expression in HepG2 cells at the 5" hour after treatment were significantly lower in the groups of APS100, APS200 and

Objective

its potential mechanism.

pression of glycogen synthase kinase 38 ( GSK3B) .

APS400 than in the control group ( P<0.05). No statistically significant differences were found in the D1-D7 absorbance and
GSK3B expression between the groups of APS100 and APS400 ( P>0.05) , but both of them were higher than those of the APS200
group (P<0.05).
mechanism may be related to inhibiting GSK3 expression. The results suggest that 200 pwg/ml ASP has the best inhibitory effect.

Conclusions  Astragalus polysaccharide can significantly inhibit the proliferation of HepG2 cells, and its
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