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Abstract: Metabolic-associated fatty liver disease (MAFLD) is the main cause of liver disease, which affected nearly one quarter of
the world’s population, until now no drugs have been approved for the treatment of the disease. A lot of pharmaceutical companies
have developed anti-metabolism, anti-apoptosis, anti-inflammatory or anti-fibrosis compounds for MAFLD treatment and showed
different results from pre-clinical research to clinical research This article will summarize the research progress of these different
target compounds in clinical phase Il — 11, clarify the difficulties in the development of therapeutic drugs for MAFLD, and propose
possible research strategy.
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