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[ Abstract] The formation and progress of atherosclerosis involves lipid accumulation , oxidative stress and inflammation. Red blood cell

is an important component of the body whose main function is to exchange gas with tissues throughout the body. Red blood cell has long been

considered bystanders of atherosclerosis. However,recent studies have found that red blood cell is participant in plasma lipid metabolism and

participate in the formation and progress of atherosclerosis. This review introduces the structure and physiological functions of red blood cell,

and focuses on the effect of red blood cell on atherosclerosis.
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