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Cholesterol is crucial for the survival of cells, and cholesterol and its metabolites are involved in the

Acyl-CoA ; cholesterol acyltransferase ( ACAT)

catalyzes the esterification of cholesterol in cells, and plays an important role in the intracellular cholesterol homeostasis.

ACAT is the therapeutic target of many diseases. This article will review the role of ACAT in cholesterol metabolism and

associated diseases.
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Figure 1. ACAT regulates intracellular cholesterol balance
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