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[ Abstract] Non-alcoholic fatty liver disease(NAFLD) has caused harmful effects in the world, which se-
riously threatens the safety of human life and has gradually become a global public health problem. The patho-
genesis of NAFLD is complex,and mitochondrial dysfunction is considered to play a key role in it. The imbal-
ance of mitochondrial quality control system (MQC) is the main influencing factor of mitochondrial dysfunc-
tion. MQC includes mitochondrial biogenesis, mitochondrial dynamics, mitophagy autophagy and mitochondri-
al oxidative stress. This article will review the research on NAFLD from the perspective of MQC, provide new
ideas and theoretical basis for the study of NAFLD, and provide possible new targets for clinical prevention
and treatment.
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