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Abstract; Objective To investigate the effects of ginsenoside Rg3 on cell proliferation of breast cancer cell line
MDA-MB-231 and the possible mechanism involved. Methods MDA-MB-231 cells at logarithmic growth phase were ob-
tained, and were cultured with ginsenoside Rg3 of different concentrations (50,100,200,400.600 pmol/L). Cells cul-
tured without ginsenoside Rg3 were served as controls. The proliferation of cells were detected by MTT assay, and the ex--
pression of Cyclin E and CDC25A was examined by Western blot, respectively. Results The growth rates on MDA-MB-
231 cells treated with ginsenoside Rg3 of low concentration( <200 pmol/L) increased, but those treated with ginsenoside
Rg3 of high concentration( =400 wmol/L) growed more slowly, compared with control group. The expression of cellular
Cyclin E and CDC25A rose when exposed to ginsenoside Rg3 of low concentration( <200 pwmol/L) while declined when ex-
posed to ginsenoside Rg3 of high concentration( =400 pmol/L). Conclusions Ginsenoside Rg3 of high concentration( =
400 pumol/L) can inhibit the growth of MDA-MB-231. This effect may involve its suppression of cell-cycle related protein
Cyclin E and CDC25A.
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# Re3 T8 — H T (DMSO) %4 34 100 mg/ml,
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ASBEH#H RS MDA-MB-231 407753

¥ (pmol/L) 2% h 48 h 72 h

50 108.65 £0.92 122.71%1.35 141.43 +1.06
100 115.81 £1.68 127.45+0.71 148.68 +1.55
200 109.52 £1.43 123.53+1.02 133.68 £1.84
400 68.13+1,76 73.37+0.96 80.36+1.53
600 57.9142.01 65.25+1.78 66.96+2.19
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CDC25A
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1.078 +0.049
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