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Abstract : Mitophagy is a protective mechanism that promotes cell survival by specifically removing
abnormal mitochondria. At present,a large number of studies have proved that mitophagy plays an
important role in the development and evolution of liver cancer by maintaining cell homeostasis,
and it can influence the therapeutic effect of liver cancer through a variety of ways,which provides
a new idea for the study of the molecular mechanism of liver cancer and the exploration of new
targets and therapeutic methods. This paper will review the role and mechanism of mitophagy in
the development and treatment of liver cancer in order to understand the significant influence of
mitophagy on liver cancer and its potential therapeutic value.
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