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Abstract
Methods
group , H, 0, group,PCI transfection group,PCI transfection + H,0, group, PCI-CREB transfection group and PCI-CREB trans-
fection + H, 0, group. The viablity of ECV304 cells was detected by MTT. The MDA concentration was observed by TBA meth-
Results Compared with H, O, group,both cell viablity and SOD activity

Objective To investigate the effect of overexpression of CREB on oxidative injury in endothelial cells.

The endothelial cell oxidative injury model was induced by H,0,. ECV304 cells were divided into 6 groups : control

od. Levels of SOD were tested by xanthine oxidase.

in PCI-CREB transfection + H, 0, group showed a significant increase ,and MDA concentration decreased (P <0.05). Con-

123

clusion Overexpression of CREB has protection role during oxidative injury induced by H,0,.
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Fig.1 Transfection of CREB on endothelial cells activity
induced by H, 0O,
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Fig.2 Transfection of CREB on MDA concentration in-
duced by H, 0,
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Fig.3 Transfection of CREB on SOD activity induced by
H,O0,
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