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Abstract: Mitochondria are abundant in hepatocytes and play an important role in the normal operation of the liver. Mitochondrial
division/fusion is two biological processes that maintain the dynamic balance of mitochondria, and it is closely associated with the
change of cell function and the development and progression of diseases. Balance of mitochondrial division/fusion is of key
significance in the treatment of many diseases. Recent studies have shown that abnormal mitochondrial division/fusion plays a
significant role in fatty liver disease, hepatitis, liver fibrosis, and liver cancer, which are the four stages of the progression of liver
diseases, and the therapeutic targets based on the regulation of such abnormalities are constantly being identified. By reviewing the
role of mitochondrial division/fusion in different stages of liver disease, this article further demonstrates the role of mitochondrial
division/fusion mechanism in chronic liver diseases and also provides a scientific basis for more ideas on the treatment, remission

or even reversal of liver disease progression based on mitochondrial division/fusion.
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Figure 2 Regulating the effects of mitochondrial division/fusion on different stages of chronic liver disease
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