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[ABSTRACT]

Balloon Angioplasty ~ Probucol

hypercholesterolaem ic rabbits and to exan e the expression of grow th factor

Insulin-L ke Grow th Factor-1 Receptor

V ascular Endothelial

Aim To mvestigate the effect of pobucol on the prevention of restenosis after balloon angioplasty m

M ethods 32 white rabbits were ran-

dan ly divided into high cholesterol diet group (n= 16) and probucol group (n= 16), after one week of diey all rabbits

were mjured on carotid artery by balloon angiop lasty

loon  During 8 weeks the rabbiis were fed w ith hypercholesterolaam ic diet and probucol

Carotid artery tissues were harvested at 8 weeks after njury by bak

The areas of hmen of blood

vesse] intma and elastic fbers dying were observed by HE staining and the insulin-lke growth factor-1 receptor ( IGF-

IR) and vascular endothelial grow th factor (VEGF) were exan ined by mmunoh istochen icalm ethod

Results Con-

pared w ith the high cholesterol diet group the lum en areas of the probucol group were larger (P < Q 01), the ntm al areas

were snaller (P< Q 05), and the expression of IGF-1R and VEGF significantly decreased (P < Q 05).

Conclusions

Probucol can prevent the restenosis of rabbits’ carotid artery fram balloon angioplasty injury and nhbit the expression

of GF-1IR and VEGE.
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