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Effect of Different Concentrations of Hydrogen Peroxide on Proliferation of Human Umbilical Endothelial Cells.
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Abstract Objective To establish oxidative stress injury model and investigate the effect of hydrogen peroxide on proliferation of

endothelial cells, in order to lay a foundation for further research on the mechanism of oxidative stress induced damage to vascular endothe-

lial cells. Methods Human umbilical vein endothelial cells( HUVEC) were induced by 0,50,100,150,300,400 and 600 umol/L H,0, ,

and MTT assay was use to determine the proliferation of endothelial cells in 8h,12h and 24h. Results There was no effect on HUVEC

cells activity after induced by 50pumol/L H, 0, for 8h, compared to the control group, and the difference was not statistically significant( P

>0.05). H,0,could cause HUVEC cells activity decreased with other concentration of each time, compared to the control group,and the

difference was great statistically significant (P <0.01). In multiple comparisons, the difference between 8h group and 12h group,24h

group was statistically significant( P <0.05) ; the difference between 12h group and 24h group was not statistically significant( P >0.05).

The 1C;, of 12h was 133. 3umol/L. Conclusion

In a certain time and concentration range, H,O, had proliferative effect on HUVEC

cells. The best experimental H, O, concentration and time were 150 pmol/L and 12h.
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