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Protein and gene expression of monocyte chemoattractant protein-1 in atherosclerot-

ic lesions of hyperlipemia rabbits

NIE Yong-mei , CHEN Huai- (|1ng , CHENG Min', DENG Yi-.lillgz( "Department of Biomedical Engineering, West China Medi-

cal Center of bl(huan University , *Department of Pathology, West China Hospital of Sichuan University , Chengdu 610041, China)

Abstract: Objective To establish the animal model of hyperlipemia in rabbits and investigate the chan-
ges of prolein and gene expression of monocyle chemoattractant protein-1 (MCP-1) in the plaques of atheroscle-
rosis and explore the temporal correlation between MCP-1 expression and plaque development. Methods A to-
tal of 30 New Zealand rabbits were randomly assigned into feed with ordinary diet and high lipid diet. In the
rabbits with high lipid diet, 250 mg/kg bovine serum albumin was injected before animal model establishment,
then every 15 d once more. The MCP-1 expression in the atherosclerosis plaques in aorta arch was detected by
immunohistochemistry , ELISA | in situ hybridization on week 4, 8, 12 after hyperlipemia rabbits were sacri-
ficed. Results Immunohistochemical results showed the expression of MCP-1 protein increased obviously in
intima of hyperlipemia rabbits on week 8 and 12. Quantitative analysis showed MCP-1 positive area of athero-
sclerosis model was 2. 04 times and 3. 32 times as large as that of control group on week 8 and 12. The value of
10D of atherosclerosis model was 2. 33 times and 3.43 times as high as that of control group on week 8 and 12.
ELISA results showed the ratio of the MCP-1 protein Lo total protein of atherosclerosis model was 2. 90 times and
3.58 times as high as that of control group on week 8 and 12. In situ hybridization showed positive location was
strong in intima of hyperlipemia rabbits on week 8. Conclusion MCP-1 protein and gene expression was up-
regulated in the development of fatty streaks in hyperlipemia rabbits. MCP-1 plays an important role in the early
atherosclerotic lesions.

Key words: monocyte chemoattractant protein-1; atherosclerosis; immunohistochemistry; ELISA; in situ
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