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Abstract: [Purpose] To investigate the effects of high energy X-ray and ginsenoside Rb; on human
clioma SHG-44 cell line. [Methods] MTT method was applied to detect the cell proliferation condi-
tions. Flow cytometry was applied to observe the change of cell cycle. The expressions of MMP-2 and
MMP-9 mRNA were detected by reverse transcription polymerase chain reaction (RT-PCR). [Re-
sults | The SHG-44 cell proliferation was inhibited after 12h of radiation,which boosted with the in-
creasing of radiation dose. The inhibition of proliferation was more obvious when adding ginsenoside
Rb,. The SHG-44 cell showed that the G/M phase arrested after radiation,and the delay of GyM
phase alleviated when adding ginsenoside Rb,. The expressions of MMP-2 and MMP-9 in SHG-44
cell increased along with the increasing of X-ray dose. When ginsenoside Rb, was added to the cell
culture, the expressions of MMP-2 and MMP-9 were inhibited , which decreased along with increasing
of the dose of ginsenoside Rb,.[Conclusion] Ginsenoside Rb; and high energy X-ray radiation show
synergistic inhibition of cell proliferation. After radiation,the ability of tumor invasion and metastasis
increases,while ginsenoside Rb, can decrease the ability of invasion and metastasis by the down-regu-
lation of MMPs mRNA expression.
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