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Effect of resveratrol on oxidative stress and inflammatory injury in ApoE’~ mice arterial blood vessels”

LI Zili \MA Xiaofeng , HUANG Jiangwei
(Department of Cardiovascular Surgery A f filiated Nanhua Hospital s Nanhua
University , Hengyang  Hunan 421002 ,China)
[ Abstract] Objective

jury of arterial blood vessels in ApoE”" mice. Methods

To investigate the effects of resveratrol on oxidative stress and inflammatory in-
Eighty ApoE” mice were selected and given the high
fat fodder for preparing the atherosclerotic model. Ten C3H mice were selected as the control and given res-
veratrol for conducting the treatment. Then the changes of blood flat and atherosclerosis lesion were observed.
The levels of malondialdehyde (MDA), nitric oxide (NO), superoxide dismutase (SOD) And glutathione
(GSH) , the expression of TNF-q,IL.-1 and IL.-6 and the expressions of I1.-6,JAK1 and STAT3 proteins. Re-
sults The levels of TC,TG,LDL-C and Al,aortic lipid accumulation area and apoptotic cell index at each time
point in the resveratrol doses groups were all significantly lower than those in the model group (P<C0. 05).
The levels of MDA, NO, TNF-¢,I.-1 and I1.-6 in the resveratrol doses groups were significantly lower than
those in model group, while the levels of SOD and GSH were significantly higher than those in the model
group(P<C0. 05). The levels of p-JAKI1 and p-STAT3 proteins in the resveratrol doses groups were signifi-
cantly lower than those in the model group (P<C0. 05). Conclusion Resveratrol can alleviate the oxidative
stress and inflammatory injury of arterial blood vessels in ApoE” mice by inhibiting the JAK1/STAT3 path-
way.
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