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Effect of Zhimaining on Oxidative Stress and Gene Expression
of LDL-R, VCAM-1 in Rabbit with Atherosclerosis
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[ Abstract | Objective: To discuss the anti-atherosclerosis mechanism of Zhimaining. Methed: Rabbit
atherosclerosis model was reproduced with high fat diet. Zhimaining was fed for 4 weeks when hyperlipidemia had
been taken shape in 4 weeks, Index of lipid, oxidation, Low density lipoprotein-R ( LDL-R) mRNA and VCAM-1
mRNA were detected. Result; There was a significient increase in lipid, superoside dismatase ( SOD ) and
malandiavdehyde ( MDA ) and decrease in Gluathine ( GSH) , Glutathine peroxidase ( GSH-Px) in model group
compared with contral group; there was a significient increase in aorta endometrial and plaque in model group
compared with contral group. A very significient decrease of lipid and MDA and increase of GSH, GSH-Px in high
dose (0.375 g-kg ") and low dose(0. 188 g+kg™') group were manifested compared with control group. There was
a significient increase of the expression of VCAM-1 mRNA and decrease of the expression of LDL-R mRNA both in
the Zhimaining groups compared with contral group. Conclution : The anti-atherosclerosis mechanism of Zhimaining
may be related with regulating the antioxidant and metabolism of lipid and the expression of LDL-R mRNA and
VCAM-1 mRNA.

[ Key words| Zhimaining; atherosclerosis; VCAM-1; LDL-R; oxidation

[WFmEHI] 2011-04-11
[E€TIB] WrEa A %RBAR 4T H (061142400)
[E—1EH] XU, B2+ EAEBEE, O 0 1L 96 B 36 WF 58, Tel : 13663863198 , E-mail : Liuyingkel 53 @ sina. con

. 214 -



XU RLAR 25 < Ji Ik o sl f o Ao 0 A 5% 4 SR AL REIBUR B B LDL-R, VCAM-1 i [R5 35 B 52 1)

KNG R B Ak (AS) Sk 22 B iR I 55 5 1 47 30
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=H - 91.6 5.7 278.4 £18.5 146.0 +30.5 369.6 £27.5
A - 105.1 £4.2% 865.0 £31.3% 72.8 +15.1% 315.4 £25.1%
fg k5 0.375 95.7 6.2 355.9 £36.2% % 112.7 £23.9% 347.6 £37.2%
0.188 98.7 £4.7 403.1 £44.7% 4 94.5 +13. 6% 332.9£28.1" %
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