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[ Abstract] Excessive cholesterol deposition and inflammation activation are the two main pathological processes in the development of
atherosclerosis ( AS) . It has been reported that ATP-binding cassette transporter A1 ( ABCA1) can transport intracellular cholesterol to
apolipoprotein A-I to produce high-density lipoprotein precursor,so that excessive cholesterol can be transported to the liver for metabolism,
reuse or excretion in vitro, reducing the formation of foam cells, and inhibiting the occurrence and development of AS. Currently, more and
more studies have found that ABCA1 can regulate inflammatory reaction or activate inflammasome, indicating a certain close relationship
between cholesterol metabolism and inflammation,but the specific mechanism is still unclear. This paper reviews the latest research progress
on the relationship between ABCA1 regulated cholesterol reverse transport and inflammatory activation, highlighting the pivotal role of ABCA1
in the whole pathological process of AS. Taking ABCA1 as the entry point will provide new targets for clinical prevention and treatment of AS.
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