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Abstract: The metabolic dysfunction-associated fatty liver disease has become the most prevalent chronic liver disease globally, but
single-target drugs often struggle to block the complex pathological cascade reactions. Puerarin can play a role in prevention and
treatment of metabolic dysfunction-associated fatty liver disease by improving lipid metabolism, alleviating insulin resistance, reducing
inflammatory responses, mitigating oxidative stress, inhibiting hepatocyte death, suppressing gluconeogenesis, preventing liver
fibrosis, regulating gut microbiota, and promoting hepatocyte autophagy, thereby delaying pathological progression. This article
summarizes the pharmacological research progress on puerarin’s effects in preventing and treating metabolic dysfunction-associated
fatty liver disease, aiming to provide a reference for the clinical application of puerarin.
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