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Research progress on mechanism of emodin in treatment of metabolic associated
fatty liver disease
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Abstract: Metabolic associated fatty liver disease (MAFLD), formerly known as non-alcoholic fatty liver disease, is closely related to
obesity, diabetes, hyperlipidemia, etc., and also significantly increases the risk of cardiovascular death. Emodin is the main active
ingredient in Rhei Radix et Rhizoma and Polygoni Multiflori Radix, and has a variety of biological functions. Emodin plays a therapeutic
effects on MAFLD in multiple ways and multiple targets, such as reducing lipid deposition in liver cells, inhibiting hepatic
inflammatory response, anti-insulin resistance, inhibiting liver fibrosis, and anti-oxidative stress response, etc. This paper discusses the
mechanism of action of emodin in treatment of MAFLD, and provides a reference for the treatment of MAFLD.
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