b E 40 A=Y Chinese Journal of Cell Biology 2017, 39(4): 435-439

DOI: 10.11844/cjcb.2017.04.0318

R BT ER B S th

N

ERES

EEWDK

(R BERR A MY R R B B A IR, F 5L 211166; 2R 5t EE R 7 Al ik vt B 5L 211166)

WE  EHRARER LSRR EF AL O EG AL W e ET T K, RIE K
B e by = AP BA | ST AR GE AR AT T A7, MER % BE 0, B A AR L RAIK | K ed

AT &S FATAE.
KA

LORLR FWE, RN BN HLBE; A

Ultrastructural Analysis of Mitophagy

Wang Jing', Wang Ling’, Wang Zibin**

(*Clinical Laboratory of Sir Run Run Hospital of Nanjing Medical University, Nanjing 211166, China,
“Analytical and Testing Center of Nanjing Medical University, Nanjing 211166, China)

Abstract

We used transmission electron microscopy to analyze the autophagy samples of mammalian cell

and investigate the ultrastructure character of mitophagy. There are three types of mitophagy. The mitochondrias

packaged by double layer or multilayer membrane is the characteristic structure of mitophagy.
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A: FrBEIE(F L PTR): By C: BMRAMAR(HT R IT7R); D: BRI BB L HT7R) . M: ZORL; N: 4IE%; Go: B /KRR, F5 /=500 nm.

A: a phagophore (arrow); B,C: the autophagosomes (arrows); D: an autophagolysosome (double arrows). M: mitochondria; N: nucleus; Go: Golgi

complex. Scale bars=500 nm.
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Fig.1 The typical structure of autophagosome and autophagolysosome under transmission electron microscopy
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A~C: T - ZZ KR BE A7 5 (5 HE); D E I/ MA(HET Sk FTZR) . M: Zehifh; N: 4IfA%; ER: WJIN; Go: /K k. AL C. DIfI##/=500 nm; B
HIbRR=100 nm.

A-C: the ER-mitochondria contact site (boxes); D: an autophagosome (arrow). M: mitochondria; N: nucleus; ER: endoplasmic reticulum; Go: Golgi
complex. Scale bars of A,C,D=500 nm; Scale bar of B=100 nm.
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Fig.2 The process of type I mitophagy under transmission electron microscopy

A B: IR RIAR 6N R FTR); C D: I LRLA H W MA TS FTR) . M: 28R4 N: 4% . $7R=500 nm.
A,B: type Il mitophagy (arrows); C,D: type I1I mitophagy (arrows). M: mitochondria; N: nucleus. Scale bars=500 nm.
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Fig.3 Type II and III mitophagy under transmission electron microscopy
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derived vesicle, MDV), 2R JGMDV LA H 2 1 7 sHE
LR, IXFF DAMDV 7 2URE [ 52 45 28 ks A 2H A4 1
77 AN 28 7 A4 5 W (I 3C AT I3 D).
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