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Abstract: Metabolic associated fatty liver disease (MAFLD) is a chronic liver disease closely associated with metabolic disorders,
and the onset of MAFLD is associated with lipotoxicity caused by the accumulation of a large amount of fat in hepatocytes. Recent
studies have shown that mitochondrial dysfunction is an important mechanism for the development of MAFLD, involving a series of
pathological changes including mitochondrial oxidative stress, abnormal mitochondrial autophagy, abnormal mitochondrial
apoptosis, and abnormal mitochondrial lipid metabolism. Based on the two characteristics of holistic view and syndrome
differentiation-based treatment, traditional Chinese medicine (TCM) plays an important role in the prevention and treatment of
MAFLD. This article reviews the role of mitochondrial dysfunction in various pathological processes of MAFLD and the intervention
effect of TCM, in order to provide new ideas and methods for TCM in the prevention and treatment of MAFLD from the perspective

of mitochondrial function.
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Figure 1 Schematic diagram of mitochondrial dysfunction mechanism
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