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Research progress on pharmacological effects of paeonol in treatment of fatty
liver
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Abstract: Fatty liver is closely related to alcohol, obesity, hypertension, diabetes, metabolic syndrome. In recent years, the incidence
rate of fatty liver is on the rise and getting younger. Paeonol is a phenolic compound extracted from Moutan Cortex. Paeonol can exert
anti-fatty liver effects by regulating lipid levels, inhibiting lipid droplet formation and accumulation, reducing inflammatory reactions,
alleviating oxidative stress reactions, inhibiting liver fibrosis, and regulating intestinal flora. This article summarizes the research
progress on the pharmacological effects of paconol in treatment of fatty liver, providing reference for the clinical application of paconol
in treatment of fatty liver.
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