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Research progress on pharmacological effects of sulforaphane in regulating
fatty liver disease
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Abstract: Sulforaphane is a natural active ingredient rich in cruciferous plants and has a good preventive effect on fatty liver disease
(FLD). Pharmacological studies have found that SFN reduces fat accumulation, relieves mitochondrial dysfunction, and restores
oxidative balance to alleviate metabolic-associated fatty liver disease (MAFLD) caused by dietary factors; accelerates the
metabolism of acetaldehyde in the body, reduces intracellular oxidative stress, and repairs the intestinal barrier function to relieve
alcoholic liver disease. There are many studies on the mechanism of SFN in relieving MAFLD, and it has shown obvious
advantages. The research progress of its pharmacological effect on regulating FLD is reviewed in order to provide a theoretical basis
for the research and development of new drugs.
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