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The Research of Unstable Atherosclerotic Plaque™
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ABSTRACT: Unstable atherosclerotic plaque rupture and subsequent thrombosis are the main patho-reason leading to acute cardio-

vascular event occur. There is close relationship between inflammatory reaction, apoptosis and unstable plaque formation. Recent studies

show that Cathepsin S, GRO-a and endoplasmic reticulum play important role in the formation of unstable plaque. This article will give a

review on this research, to provide the basis for a thorough understanding of the unstable plaque mechanism.
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