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[Abstract] Objective

man umbilical vein endothelial cells(HUVEC) induced by AR, .. Methods

To explore the effects of resveratrol on the express of inflammatory factors (IL-1,1L.-6 , TNF-a) of hu-

HUVEC were stimulated with AB, 4, 5X10" pmol/L,

last 24 h and administrated with resveratrol 160,80,40,20 pg/L, HUVEC viability were detected by CCK-8; the concentration of

IL-1,1L-6 and TNF-«a were detected by ELISA. Results

Compared with model group,160,80,40,20 ng/L resveratrol could in-

crease HUVEC survival rate,reduced HUVEC damage by AB, . ,inhibited the concentration of IL-1,1L.-6 and TNF-« (P<C0. 05).
Conclusion Resveratrol over 20 pg/L could reduce the release of 1L-1,1L-6 and TNF-a of HUVEC inducing by ABi—s..
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