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Progress on the treatment of metabolic dysfunction-associated fatty liver disease by
farnesol X receptor agonist
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Abstract: The global prevalence of metabolic dysfunction-associated fatty liver disease (MAFLD)
is 20%~40%, and with a heavy disease burden and a high mortality rate associated with advanced
disease, there is still no approved standard drug for the treatment of MAFLD. farnesoid X receptor
(FXR) can regulate glycolipid metabolism and improve insulin resistance. Obercholic acid, as an
FXR agonist, has been confirmed to improve the hepatic histological characteristics of patients
with MAFLD in some studies. This paper described the mechanism of action of FXR agonist and
its current research status for clinical reference.
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