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Abstract

Recent reports about cholesterol, inflammation, oxidative stress, immunomodulation, thrombosis, diabetes and
metabolism syndrome related to the mechanism of atherosclerosis were reviewed in this article. The potential
therapeutic targets such as acyl coenzyme A-cholesterol acyltransferase, high density lipoprotein, lectin like
oxidized low density lipoprotein receptor, AMP-activated protein kinase, tissue factor, peroxisome
proliferator-activated receptor of atherosclerosis were also discussed. The aim isto offer aliterature support for
diagnosis, therapy of atherosclerosis and pharmaprojects.
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