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Research advances in the role and mechanism of mitophagy in stem cells
Xie Dan, Li Jing-Yuan, Pei Qin, Wan Xue, Ye Ting*

Department of Laboratory Medicine, the Affiliated Hospital of Southwest Medical University, Luzhou, Sichuan 646000, China

"Corresponding author, E-mail: yeting1 103@163.com

This work was supported by the National Natural Science Fundation of China (82003138)

[Abstract] Mitophagy is a selective form of autophagy that can selectively remove abnormal or redundant mitochondria to
maintain the quality and function of mitochondria, so is regarded as an important regulation form of cell homeostasis. Stem cells
are a type of cells with self-renewal, pluripotency and differentiation potential, and play a vital role in individual development,
tissue renewal and certain diseases. Studies have shown that mitophagy is highly correlated with the self-renewal, pluripotency and
differentiation of stem cells. The function and regulation mechanism of mitophagy in a variety of normal stem cells (embryonic
stem cells, induced pluripotent stem cells, hematopoietic stem cells, mesenchymal stem cells, neural stem cells, cardiac stem cells)
and cancer stem cells have been reviewed in present paper, so is to deeply understand the relationship between mitophagy and the
biological functions of stem cells, and to provide a new theoretical reference for stem cell regulatory mechanisms and treatment
strategies.
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Fig.1 The molecular mechanism of mitophagy
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