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Abstract: Metabolic associated fatty liver disease (MAFLD) has a complex pathogenesis, and mitophagy is involved in the
development and progression of MAFLD and plays a key role in liver metabolic pathways and signaling networks. Mitophagy is
regulated by a variety of pathways, and the PTEN-induced kinase 1 (PINK1)/Parkin pathway is considered the main pathway for
regulating mitophagy. Mitophagy mediated by the PINK1/Parkin pathway can regulate lipid metabolism, inflammation, and fibrosis
and delay the progression of MAFLD. This article reviews the role of mitophagy mediated by the PINK1/Parkin pathway in MAFLD and

the research advances in targeted therapy, in order to provide theoretical bases and ideas for the prevention and treatment of MAFLD.
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Figure 1 Mitophagy pathway
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Figure 2 PINK1/Parkin-mediated mitophagy pathway
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