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[ABSTRACT] Aim To stwdy the effect of united therapy of probucol( P), clopidogrel( Antirthrambosis A) and

atorvastatin( statin S) onM arkers of inflanm ation of rabbit atherogenesis

four groups

arteries of rabbits by atherogenic diet i the rest groups for 6 weeks

or no treament
atorvastatin and killed after 4 w eeks

astatin and united group

ished in the neointma and themedia and the sane were monocyte chanoattractant protein-1 (M CP-1).

was amore evident effect in united therapy than A torvastatin in anti- inflamm ation

One group did not receive tream ents and served as control group

M ethods 36 rabbits were randam ized into
A therosclerosis was induced i the aorta

Then anmalswere randan ized to receive tream ent

One group of treament were received atorvastatin and the other accepted probucol and clopidogre and
Results A rterialm acrophage infiltration w as abolished by the treament of atorv-
V ascular cell adhesion molecule-1( VCAM -1) and mterleuk n-6( IL-6) were significantly d m n-

Notedly there
Conclusions A torvastatin and u-

nited therapy din mishes the neomtm al mflanm ation m rabbit atherosclerosis mode] and the effect of united therapy was

more than atorvastatin

This could contribute to the more stabilization of the atherosclerotic plaque and may be a more

m ean ingful add itional prediction for the reduction of acute ischem ic events in patients treated w ith united therapy.
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