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Abstract Objective To explore attenuate effects of carnosine on high glucose — induced oxidative injury in HUVECs. Methods

HUVECs cultured in vitro were divided into three groups: normal control group, high glucose damage group and a group pretreated with
carnosine. The viability of HUVECs exposed to different concentrations of glucose were measured by MTT assay. Oxidative stress was eval-
uated by detecting levels of MDA ,LDH and SOD in the supernatant of culture media. And the activation of caspase —3 was measured to
reflect the extent of cell apoptosis. Results MTT assay results showed that the viability decreased with the increase of glucose concentra-
tion and time, while the group pretreated with 20mmol/L carnosine could increase the viability significantly (P <0.05). The results
showed significant increase of MDA and LDH levels and decrease of SOD activity in the high glucose group compared with the control
group. However,in group pretreated with 20mmol/L carnosine, MDA and LDH levels decreased and SOD activity increased significantly
compared with the high glucose group( P < 0.05). The activation of cleaved caspase — 3 protein increased in high glucose group (P <

0.05) ,compared with the control group. But the activation of caspase — 3 decreased in the group pretreated with 20mmol/L carnosine

group( P <0.05). Conclusion Carnosine can attenuates high glucose — induced oxidative injury in endothelial cells.

Key words High glucose; Carnosine; Oxidative damage; Human umbilical vein endothelial cells
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