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Abstract: Metaholic associated fatty liver disease (MAFLD) has become one of the most prevalent chronic liver diseases
worldwide, with the core pathological feature of pathological accumulation of triglycerides in hepatocytes , and as a key rate-limiting
enzyme for triglyceride synthesis in the liver, 2-acylglycerol O-acyltransferase 2 (DGAT2) plays a central role in this process. Cell
and animal model studies have confirmed that inhibition of DGAT2 can effectively alleviate hepatic steatosis and delay disease
progression, and subsequent clinical trials have also shown the potential clinical application value in the treatment of MAFLD. This
article systematically reviews the mechanism of action of DGAT2 in the development and progression of MAFLD and
comprehensively summarizes the therapeutic strategies targeting DGAT2, including the advances in both monotherapy and drug

combinations, in order to provide new ideas for individualized treatment of MAFLD patients.
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Figure 1 The mechanism of DGAT2 in MAFLD
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Table 1 Overview of clinical trials for representative drugs targeting DGAT2
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