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Effect of homocysteine on the apoptosis and reactive oxygen species production of human umbilical vein endothelial cells
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Abstract : Objective

(ROS) production of human umbilical vein endothelial cells(HUVECs). Methods

To investigate the effect of reactive homocysteine (Hcy) on the apoptosis and reactive oxygen species

HUVECs were cultured and treated with Hcy in

different concentration(0,0.01,0.1,1.0,3.0,5.0 mmol/L)within different duration(3,6,12,24 h). The presence of apoptosis and

ROS were detected by flow cytometry. Results

increase of the Hcy concentration and treated duration. Conclusion

pendence of Hcy concentration and treated duration.
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The apoptotic rate and ROS production increased signifcantly(P<C0. 01) with the

Hcy could induce the the apoptosis of HUVECs. with the de-

reactive oxygen species
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