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One of pathologic characteristics in atherosclerosis is the accumulation of increased lipid in cells

Foan Cell

M acrophages uptake cholesterol by m embrane receptor CD36 and SR-A iv, and the cellular cholesterol efflux ismediated by

SR-Bivand ABC fanily At the same tme various of proteins balance cholesterol via esterification and deesterification to

prevent accumu lation of cholesterolwhich may contrbute to the fom ation of foam cell
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