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[Abstract] Objective

species (ROS) in vascular endothelial cells induced by high concentration glucose. Methods

To investigate the effect and mechanism of PPARY on the generation of reactive oxygen
Human umbilical vein
endothelial cells cultured with 33. 0 mmol/L. D-glucose (high concentration glucose) were set as high concentration
glucose induced group, which treated by DMSO were set as control group. High concentration glucose induced group
was treated by 3 kinds of PPAPY agonists,including pioglitazone, GW9662 and genipin. Effects of 3 kinds of drugs on
NO and ROS in vascular endothelial cells were assessed by using the fluorescent probes of NO and superoxide anion.
The expression level of uncoupling protein 2 was determined by Western blot. Results There were significant differ-
ences of the levels of NO and ROS between high concentration glucose induced group and control group induced by
DMSO (P<C0.05). Among 3 kinds of drugs, pioglitazone had the strongest effects on the levels of ROS,NO and un-
coupling protein 2 (P<C0. 05). Conclusion PPARY can significantly alleviate the generation of ROS in vascular endo-

thelial cells induced by high concentration glucose,which plays a role mainly through the up-regulation of uncoupling

protein 2.
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