5519 % 6 B RIUH & Vol.19 No
2017 4F 6 A Chin J Contemp Pediatr Jun. 2017

doi: 10.7499/j.issn.1008-8830.2017.06.021

B G
Zepih FINE S5 M2 2 e

ZPE iR BRLE TR

(W KRFEBE _ERILF/ s E IR AR TR ELLRT /
EHEL@ILERE LT EEHRT, Wil RE  610041)

[(HWE] LR ANE (mitophagy ) &5 41ME T [ WAL B G BRERAR DT R, X2k
A28 B T fiE e AP+ ok, PeE A AR AR FIBET . — 5 I AR AR B P T I 7, B AN A
AT —Jri, WISk AR i W A FRIERR, AR NG . SRR [T WERT T RGN R B FIY)6E
BT, AN [ RS AR e, BRI IR, IEEE LT GO [ R E R i e A
HIFE T o BOREAR 18 R DG PR (1) 5788 7T g B 2B A TR LA S — 28/ N L 8 RGUpi i & AL R T, T i
ARG TR R I ERIVERT, BRI RYA T SR LR SRR . 12 SO I AR R bR [ W 15 45 25l 28
RGP RIE—LRA [ FEYSRILBIZE, 2017, 19 (6) : 724-729]

[R4EiR ] kAN, MERGEHNG; Wl BT RE

Mitophagy and nervous system disease
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Abstract: Mitophagy is a process during which the cell selectively removes the mitochondria via the mechanism of
autophagy. It is crucial to the functional completeness of the whole mitochondrial network and determines cell survival
and death. On the one hand, the damaged mitochondria releases pro-apoptotic factors which induce cell apoptosis; on the
other hand, the damaged mitochondria eliminates itself via autophagy, which helps to maintain cell viability. Mitophagy
is of vital importance for the development and function of the nervous system. Neural cells rely on autophagy to control
protein quality and eliminate the damaged mitochondria, and under normal circumstances, mitophagy can protect the
neural cells. Mutations in genes related to mitophagy may cause the development and progression of neurodegenerative
diseases. An understanding of the role of mitophagy in nervous system diseases may provide new theoretical bases for
clinical treatment. This article reviews the research advances in the relationship between mitophagy and different types
of nervous system diseases. [Chin J Contemp Pediatr, 2017, 19(6): 724-729]
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3-Kinase, PI3K) 2 53 SRR 2L EHAH L, —
RIS A WA 52 P SRR TE SRR S s 540 5
LC-3 W HWARSS &, K AEZehiih Lt fl, #E
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WATE AT IR, = BISRAR AW, WRFR N i
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