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Abstract

e Mitophagy is a selective autophagy refers to the
autophagy process by which cells selectively remove
mitochondria. Mitophagy plays important roles in clearing
up dysfunctional mitochondria, reducing mitochondrial
numbers and maintaining cell homeostasis. Its molecular
mechanisms involve several proteins such as PINK1/
BNIP3, NIX, and FUNDC1. Mitochondrial
dysfunction or damage may cause serious consequences,

Parkin,

and may even lead to cell death. Studies have shown that
disfunction of mitophagy is related to many eye diseases,
for instance, cataract, glaucoma, age - related macular
degeneration, diabetic retinopathy, etc. This review deals
with the mechanisms of mitophagy and its research on
ocular diseases.
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Rk 7 W R Ry —Fhoas Bt F W 2 AN L v
By AR PR Y B SR A 2t B 2R A 2 A B PN )
Jage QA =2 r, AR B ATP 2 40 i A i T 3
M EERERORIR S 2RI 1 WA T R T i B A5 A LR
A B [ B X 200 L P 8 e A S A ol et R A 7 R 458 2 4 i T
AR REAL ) 2R P G A ST 2 5 2 Rl Y
KAEMKRE, ©5RE8ELN 245 Y15 T 0 285455 DL K&
VFZ P 2R AT M0 FIUESAE 1) & A6 R R 2 UIAR 56, 38 X Y
ZUZT 20 i A TR S 2 T A R R B SR A T R A
B3 X, Bhatia %5 (O 8F 57 45 5 9 A LR AR 04055 5 %
T I AN 2R A 1 I (L AROR T 2 A 1 s (3R
PIFETE . X E— Ul 2okt A o2 4E R i i A S
) — s SR A PR R
1 BT B R & &L
1.1 PINK1/Parkin /t+ SH&REBE bk AmgfA £
LR IR ISP S R L B i B/ R /NN R =3 S
A48 2 PINK1/Parkin 475 ALk A H W F BNIP3 ( Bel—
2/E1B19kDa~interacting protein3) Fl NIX ( Bel -2/E1B19k
Da—interacting protein3 — like, BNIP3L ) 4 %1 ¥ £k i {& H
WS PINKI ( PTEN —induced putative kinase 1) J2&:— 2%
TR/ B IRILES , 2615 T Lok R SMIE | Parkin J& E3 12 %
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ARG, FEAL T MK . 7RI ORL K, PINKL Rk 5
Sl NLORLAAR IS AR AR A . TESORLAR ZAR Ak
Ji A PINK1 FEZR K744 AP I ( outer mitochondrial membrane,
OMM) F RS BERR bz R AL Parkin FH M3 B 2ok (A Y
FEAL ) Parkin #0005 AR — RGN RSN (112 R
Ak FBEESLE A, Bl A W8 M % S 2 H 52 (nuclear dot
protein 52, NDP52) ,OPTN ( optineurin) Al P62, .45 5 LC3
R B RE AR PR R )Y 5, B LC3 45 A X (LC3
interacting region, LIR) 1A | H 425 A WA v 10 G AH ¢
HMH 1 5% 3 - B (microtubules associated protein 1 light
chain 3-8, LC3-B) R 545 A 5 2 A WE AR P9 1 Sk A F
il A, Lazarou L8 F g% FE B PINK 0 L 1 1) 28
RifAZESE NDP52 Hl OPTN B 4% T HUCIE Parkin HOHUME A 2K
RN BRIy 22
1.2 ZE T S LRE B
1.2.1 BNIP3 1 NIX St SR &R EME  BNIP3 & NIX
A [ TR oA SR i 1 AR DG 32 48, 33K T Lok A R Iy
B, BH LIR BER A5 #9700 Novak 2 #F97 328 NIX
TE 22T 240 ot 2 b e A i 52 78 e i S R A
FWER) & 42, Hanna 26 iF 55 2B BNIP3 7E{R A5 F
5 LC3 AR FLAR FI T 75 S 4OR0 AR 1 kA9 %2 A2, BNIP3 #lI
NIX ik HAT A ZURF 50, BNIP3 = 22760 liE | LA T
JIE 23k NIX 7 325 I 2H 21 3R ik i A, AV 7 20 240 i ok
PO A A LR A bR
1.2.2 FUNDC1 T S & H K EHE FUNDCI (funl4
domain—containing protein 1) & —FPeERAINEERE R, 5
NIX 2581, FUNDCI J&3f 3 LIR #EA B #2456 LC3 HZhL
R AMESZIR, HA WS & B FUNDCL B 25 85 R 1k 75 2 hr
N AN ey 2 S S 872 (S R
2 Ltk B 5 R &R
2.1 BNRERA AR WA T R AR b B 40
TR FCAZT A 40 I P Lk R B AR DB , L B bR 4 200
JIEA T S A A L il 240 25 4 B R T B AR Costello
SRS BOIE F I A AR AR T R 40 R 2T 2k 20 P
Wit 55 KA [ 5 5 5 % i 20 A B JFL Al 248 it 2% % G At
PIIBT . 4 AR A b B 20 A B 3 ok S A 19w e i =2
TRERLIR K A RE 4 I B2 416 I 5 (0 R 2, 2 B0 IR AR il
Hliz i R G HE AT REAL 2K | [F] I3 fm ROS 197 4 | Ak
FIVBEIR b IR AA ARG E A N B RTE I, () B, 2 SR AR 2T
Ak N SRR B R B R | 20 B B = BE B SR A AR AR AT
AL A ORI EF 4E AL 401 S ELRRIR R R B S
R AR A

s R AR 2T 4 240 i i 2 5k 2 v 3 B e Ak 45 240 L 2%
FE 1 JC 40 i #% [X. ( organell —free zon, OFZ) , Chauss %"
i3 PCR S5 RE R AR Jr e B 1 2 | R A2 19 T Bk
LR AR A SR A i 24 3R 3K Ay b AR A 44 e 0 4
WL I b e 4P B SR ], L g )R B
7 PR SRR i i 13X 6 R 1 B S 5 S B W T A D) BB
BETF DL FI AR ORI [ i iA S, X SR R, 2
LA 1 W T oAk 2R A £ 7 20 i R P A BIL R 2
— XN RREIE AL OFZ 1Y G HE, PRIIL, ZohifA A s i

i 23 P HOX P fs B8 DX 22, 7T RE 2 1 R E A OC B
K,

2.2 Mk %S 5 M REXERINA £

221 EWMEAMEERTUNEE MMEGAER &L
(retinal pigment epithelium, RPE ) 4 Jit 55 A0 R B RO 40 i
HMBUAHAR T B — 2 B 3 1 1 B2 R AT AR 20 i 3 e 2
FRIAEAE R BOCAN i A= BRI RE PR OCHEAE ] . RPE 4 LR
BET 2 L AR g BILIR S A — D EE 2R QAR A O
P 85 B AR 1 (age—related macular degeneration, AMD ) F1 3%
B P B 28 R AL B S ( proliferative vitreoretinopathy
PVR) ", JERTIOBFIT C 2R W, AR AR OC 1Y 1 I s
A AMD S5 I8 1L By R SR, FTRE S5 AMD B9 &t
filA e e A 1 RSk DNA 28 5 5 AMD
ARG INAT 56, Wang %538 i 76 R SMIF T i, (v
P4 e T ( AR S D R A ) 7 A 1 S — R R Zoks
RIZEY) 1AL 7)) 30 RPE 46 B KL DNA 45
P, 383 0 ) ek 1A 52 A W)k 30 RPE 40 ESE T, Lee
SEH SIS B PINKL FUR FE LRI I, 25 6 HL BT S5 G
Ao R RPE 40 B3 475 J5 4 bR H W34 i, 5 X 41 g
HEATERYT X RPE 40 i di 26 F A7 iR, Wang 451 #F
ST LR AR 8 5 1 (ferritin mitochondrial , FTMT) #8 3
ik ARPE - 19 40 g tp 3 € Rk BB T W T - 1a
(hypoxia inducible factor—1a, HIF-1a) , M5 P 57 24E K
TS UIE TN, FTMT #3509 ARPE-19 4fi 2ok {473
S48 I b K LR A B W T8 R P AL I R X 4 A N
B R A OC AR . Frank 57 A 53 4iH , ROS % F
PURIA S A W R AR AT A, SRT, Wang 2561 ff 98 %
], FTMT R T ROS MM ZRLIR [ I, Allen 451 52
S E ] BRES B 7R 5 S I 2RI I W2 A OB T ROS,
RIIL R B A 7T RE 5 o BV BRI M R AR A s 287
KA, B AU B30 RPE 40 h FTMT 3 i, FTMT AJ
B2 HORT AE 138 A TE B, B MU PE AMD Y 25
AR, HE AN FTMT 7] LS 4obifk F ik fR 7 RPE 20,
W AR A DGR S . i DL AR ST R 2 R A
SRR F WY A fE D RPE 40 M A9/ T, X T fE ALK
YT AMD (%M H

2. 2.2 ERARMMIRR TR AR 2B Uk 2R, L
PR AR AT o 8 I it A 72 e ) 2 55 DR AL 1) S
7% ( diabetic retinopathy, DR) f¥) KR HL . TE DR k4=
R Z A A AL GoRn AR T AR 1 i i ROS &
AR RIS DR KRR CHE, ARG ds A AR
TP LA 475 400 D) JBE 174 okt 2 4 LR I PN B A0 M, I G TR
PRS2 5 41 (RGCs) ™, i1 F ROS BRI T4
REAA 2 458 1 2 LA LR 10 77 =X Ak A 1, 3 B8 A 2k
KA 1 W FNZRLAA LR W) B Ik T LA BB AT 2ok AR 5 o K%
L AIMAET S, R, e 2 ZORLiAR 17 I R A1 5
FEIEA FN, KB R B0 3Z 4500 41 i 2%, 5 2502 M sk
ZHEE ) YERFZORAR I A G BRSO R 1 I 2 [ 1Y
S, T LA RGCs B 45, Ma 55 WFE R FIHL &
(JB e MBS 2R AR IR -1 200 ) AT LIS I e s (A ) A= W &
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B, FEAR SRR W5, 2% fiff 2 b AR R 285 0 Ak T A 34 1) i il
B , BJ7 L0 DR 55 3 0 I b 22 AR AT P . AR IR AT
FELRLR H I AE DR &4 & B v AR 4k, % 5 HAH SCHR B
PRI I T S IRIT A R E X,

PR 5 Miiiller 24 2 M 2L 50 0 400 IO G Ay o 3 8 1)
RN, E AR T B AR T N R
BRI, AMNAESSF b SR K E e AR T, i EL
A G L SETEREIRIVE ™Y . Perrone SEIBFIE | S0 45
TR B | L I I Miiller 200 0 FP A% 6000 2 A EATE 2R
H (sulfur and oxygen protein interaction protein, TXNIP) I
VA 255 A M S A N 3, RAE IR T, AR AR SE IS
R 2T, TXINIP 5 A I Miiller 40 i A 2 A7 {4 Ty
RERR AR A AE M) BE BB bG . RIS, M AR 0 A Miiller
YA A WAk R B RS i, O B TXNIP "/l BES 5 A I
LRI FIE 7 Devi %2 BB 55 20, BRI B &
PRI B Miiller 4 Jfd 420 £k 1 38 4 72 o, TXNIP - ATG4B -
LC3BII Fil TXNIP-Drpl —Parkin—-OPTN ( P62/SQSTM1 ) % /1Y
PO T R R B AR IR T R B RS R AL 2 — |, e
T BT B T I FE NGO E B A kb . TXINIP 3
PRI R 5 AT DA B IR SR A4 0 o At AT 52 45 R 4 Bk s
B, TXINTP 7E4E PR A8 3 10 D 5 Miiller 241 2R (4 $53 473 18
PR SCHEME A, (B T REZE L DR R R HIESE . I,
I LR AR [ mERAEALE], TXNIP 7] ek 2 K A2
I HRALET 0 B AR R FH LT B A 2% DR 9 R 1 — 4
TETERD A,

IMHREE

AR R — PPt AR, B AR i AE AR R AL
TR Tt A8 AW IR A | 5 28 AE S0 AR AE NG O 0 4
AL NFLIR . X — LR AET A B e iR B B 27 HoAth
R A R EE R A5 RG240 A M1 R 40 it A
A ) T 36 5 DA kg e S B S A i A AR I T SR s R
AR Ho RGCs W5 & B MM 2, Lorena
SRR R NIX B B /0N A% 0 I I b 7R o AR 1
BRI I AR R A T 3R DR N A 8 T L T [, TR
T —LH R I, NTX A £k A 1 05 308 e 77 ok 2 A 14k
BT 00 200 1) 2 0 B R b, W TR G, B R M1
TR W L T A 2 ) M2 R I 4 4 1k, 7E RGCs 4
AEITITE] , 55 R G b AR 5 005 1% i B mRNA 7K F- 3R 35 T+ I
FLIRA: P2 Th R AR I . X — & At v] Ay S i s e b 1
P KA, X — S FRFR O B P R ok ik A e, BT, X
T R AR 1 WG AR, 13T 2 3 R ol A5 00 P 5 ot 264 4 i
TEHf 74k s E A HE S P b R I 7= AR 5 — A 20T, B
gt ] R M1 A4 1k, B2, Lorena AR 26 1 , 9
FRALRLAA 1 WG XT 20 6 43T AH DG 1) W e ik 1) AR 4 =8
K, UE T WL Sh i 2 T A R 4 e AR AR
T 2O W A Y S B
4 NG

SRRLAR I 1) ELR A 8 B B o U0 9 AL i AS B
B, SAHDCEIR M O R A R TaE— oY, Bl ik
H W58 BB IER | e AR B} B 4 By AN [R] e & i 2ot A
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