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Advances in the Study of Mitophagy
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Abstract  Mitophagy plays an important role in mitochondria quality control and development. Mitophagy
deficiency causes many diseases, including neurodegenerative diseases, heart diseases and cancer. The key step
of mitophagy is the specific recognition of the unwanted mitochondria and phagophore, which is mediated by the
interaction between the degradation signal on the unwanted mitochondria and the receptor on the phagophore.
Quite a few mitophagy recognition pathways were found recently, however, it is still not clear that these mitophagy
signals are started and regulated. This review summarizes the latest advances in the study of mitophagy to provide
references for studying mitophagy and related fields.
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AR e FAZ S48 AT A= W E AL A R &
i) R B, RS ) T, SR At A
G B80%HE B o Lokl A 1) S A B IR fb i B 22
biti = ¥ 11 28 JS (reactive oxygen species, ROS)I =4,
1M 28R AADNA LLAZDNA B %) £ 5842, DR IR 2R ki 44
MR 5 32 B A 88 o BT DL, & i) il
T R R P 2R AR T4 i IR AR K B
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AR B FLC3H FEI I R L4 J st g ik
i, H B $20054 74 1 X tHLemasters!” ELZE i 4
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P R 40 H Hh () 2R AR 5 WK FH 2R A A0 5 B
JRATG3241 3, ATG321E 5 il B 75 1 1 2514 H
W AR AR Y, H R AR TR R I AR M B R AL
o S A B AR B R O R A AN A A R . ATG32
Wi 5ATGUAH AR, #3545 5 A ATG8H H I
M. WA AR, ATG32i8 7] DL B #: 5 ATGSH
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Fig.2 The specific receptor and the recognition mode of mitophagy
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