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[ABSTRACT] Aim To observe the effects of Cilostazol on rabbit atherosclerotic plaque and try to illustrate the anti
M ethods Thirty New Zealand male rabbits were randan ly divided nto nor

The levels of serum total

A therosclerosis M onocyte Chem oattractant Protein -1, M atrix M etalloprote nase-9
atherosclerotic m echanisn of C ilostazol
mal control group (n= 10), high-cholesterol group (n= 10) and Cilostazol group (n= 10).
cholesterol (TC), triglyceride (TG) and low density lipoprotein cholesterol (LDLC) were detected by Enzym atic assay

and the level of C-reactive protem ( CRP) were detected by mmuno-precipitation the aortic mtmal thickness and plaque
area of aorta were m easured by pathan orphology the expression of nuclear factorrKB (NF-KB) and m atrix m etalloprote n-
ase-9 (MM P-9) was detected w ith inmunoh istochem icalm ethod and the expression ofmonocyte chanoattractant protein-1
(MCP-1) was detected by RT-PCR. Results At the end of 12 weeks the levels of TC, TG and LDLC in the C ibsta-
70l group were significantly lower than that of high-cholesterol group (P < Q 01), but higher than that of control group (P
< ( 01); the aortic plaque area and mtimal thickness i the Cilostazol group were significantly lower than that in the high-
cholesterol group (P < Q 01), but higher than that in the control group (P < Q 01); the NF-KB, M CP-1 and MM P-9 ex-
pression of Cilostazol group were significantly lower than that of high-cholesterol group (P < Q 01), but higher than that of

control group (P < Q 01).

Conclusion Cilostazol has obvious antratherosclerotic effects reducing the expression of

NF-KB, MCP-1 and MM P-9 may be the antratherosclerotic m echanian of Cilostazol
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