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Abstract; Atherosclerosis (AS) is a disease characterized by lipid accumulation and inflammation, which is

the pathological basis of coronary heart disease and myocardial infarction. Various forms of cell death may oc-

cur during the development of AS,including efferocytosis, pyroptosis and autophagy. The regulation of cell

death process may delay the process of AS. ATP-binding cassette transporter A1 (ABCA1) is a key mediator

in the efflux of intracellular cholesterol,and high density lipoprotein is generated in the reverse transport of
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cholesterol. At present, more and more studies have found that cell death is closely related to the AS,but the

specific mechanism has not been clarified. This article reviews the effects of ABCA1 on AS by regulating cell

death,such as efferocytosis,pyroptosis and autophagy.
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