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Effects of Xuefu Zhuyu Decoction on the Expression of Monocyte Chemoattractant Protein—1 in

Aortic Tissue of Atherosclerosis Rabbits

LI Yingqiu, ZHANG Guomin*, ZHU Yigang, LIU Yang, XIAO Hailin, LI Xiaofeng, XIAN Shan, ZHOU Jin,
ZHAO Aiming, HE Qinghu*
(Hunan University of Chinese Medine, Changsha, Hunan 410007, China)

(Abstract] Objective To observe the effect of Xuefu Zhuyu decoction on the expression of monocyte chemoattractant
protein—1 (MCP-1) in aortic tissue of atherosclerosis rabbits. Methods Twenty—four male rabbits were randomly divided into
three groups, 8 rats in each group. The control group was fed with normal diet, the model group was given with 100g/d high
fat and cholesterol diet before feeding normal diet; and Xuefu Zhuyu decoction group was administrated with Xuefu
Zhuyu decoction, once daily. The concentrations of serum total cholesterol (TC), total triglyceride (TG), low density lipoprotein
(LDL) were measured after eight weeks for feed. The pathology changes of the pathological section, degree and atherosclerotic
plaque mean gray value and plaque area were observed by optical microscope. The expression of MCP-1 in atherosclerosis

rabbits was detected by immunochemistry. Results The aortic atherosclerotic plaque mean gray value and plaque area of Xuefu
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Zhuyu decoction group were low er than those of the model group (P<001). Compared with the blank group and Xuefu
Zhuyu decoction group, the serum TC, TG and LDL of the model group increased obviously (P<0.05). The level of TC and LDL in
Xuefu Zhuyu decoction was significantly higher thabn those in blank group (P<0.01). The average gray value of the expression of
MCP-1 in the model group was significantly higher than those in the Xuefu Zhuyu decoction group and blank group (P<0.01).

Conclusion Xuefu Zhuyu decoction could decrease the expression of MCP -1 in aortic tissue of atherosclerosis rabbits.

Its mechanism may be related with the lower MCP-1.
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