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Effects of Resveratrol on the Blood lipid, the Area of Plaque and Thickness of Endomembrane in Rabbits with Atherosclerosis. Shang Xiul-
ing ,Zhu Pengli, Jiang Na,Xu Qingling ,Gao Shuging. Fujian Provincial Hospital, Fujian 350001 , China

Abstract Objective To investigate the effect of resveratrol on the blood lipid, area of pathological lesions, thickness of endomem-
brane in rabbits with atherosclerosis. Methods Seventy male New Zealand white rabbits were randomly divided into 5 groups: A for nor-
mal control group,B for pathological control group,C for pathological control group treated with low dosage resveratrol [4mg/ (kg « d) ],D
for pathological group treated with mid dosage resveratrol [ 8mg/ (kg + d) ], E for pathological group treated with high dosage resveratrol
[16mg/ (kg + d) ]. Blood glucose and serum lipids levels were measured on the 0,12th weeks. At the end of the 12th week, aortae was
analyzed by histopathological examination. The area of plaque and thickness of endomembrane were determined with Motic images ad-
vanced 3.0. Results (1) The blood lipid levels (TC, TG, LDL - C and HDL - C) in pathological control group were higher than those in
normal control( P <0.01). High,mid and low dose of RES could depress the TG and LDL — C of AS rabbits( P <0.01) ,and the decrea-
sing amplitude in high dose of RES group was maximal. High and mid dose of RES could heighten the HDL — C of AS Rabbits (P <
0.05). (2) The atherosclerosis model with rabbits had been successfully established with high fat diet. There were severe pathological le-
sions in group B. Resveratrol could inhibit the development of atherosclerosis. The pathological changes of atherosclerosis in group C,D
and E were significantly milder than those in group B (P <0.05). Resveratrol could greatly diminish the area of plaque and thickness of
endomembrane in dose — dependent way. Conclusion Resveratrol could improve dyslipidemia, depress the TG and LDL — C of AS rab-
bits, and heighten the HDL - C of AS Rabbits, so it could greatly diminish the area of plaque and thickness of endomembrane in dose — de-
pendent way.
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