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Abstract

e Diabetic retinopathy ( DR) is a microvascular and
neurological complication of diabetes mellitus. Oxidative
stress is an important pathogenic mechanism for the
occurrence of DR. Autophagy is a crucial regulatory
mechanism of cells under both physiologic and pathologic
conditions. It can maintain intracellular homeostasis by
degrading redundant or damaged proteins and organelles
in cells. Prior studies have documented that there is a
strong connection between autophagy and oxidative
stress of DR. This article reviewed previous findings
regarding the specific relationship between autophagy and
oxidative stress in DR, including early microvascular
lesions, neuropathy and other pathological changes. The
aim of this review is to provide new ideas to clarify the
pathogenesis of DR.
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DR 975 A0 A R 7% ( diabetic retinopathy , DR) S HE R
o TR RN A 28 T SR, AR A0 O JSE Bl 1T A8 728 AR e oy
43 A AIE 34 B 51 PR 5 AL 1) 95 28 ( non — proliferative
diabetic retinopathy , NPDR ) 713 % 31 4% bR 95 #1L I B 5 A
( proliferative diabetic retinopathy, PDR) , °J £ 45 ¥ IR ¥ #%
BEIK i ( diabetic macular edema , DME) 00 &AL IR DR
F% B S ML, O BRIL 1 3 £ 5 1A J5E 19 1 98 R Ak
N % 3 4 JE & H B ( matrix metalloproteinase , MMP ) F}
1Ry B 300 0 K AKX 7= ) (advanced glycation endproducts,
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20 MLV o3k 22 A At s 1 40 L 8 A 1 R DA A 2ok
ENE]
1.2 BEEZEMBEXSFOE  HRWIESEMS 74
PIZEREEA T 1950 SRR HRTCL 24 35 4> A 1A
O FE P A A AR M AR R O WA DG B
( autophagy—related proteins, ATG) , A, HEGEE S5
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H IR T 1 OGS A Rt & B, 40 ULK & & 4K .mTOR
AR 1R PIBKC3 & AR A mgE s R KRBT LAy
4B B (1) ARERIOE . H RS A AMPK 38
H M mTOR 3 # %5 RF #R 15 1k 2 (1 B8 ( AMP -
activated protein kinase, AMPK) J&—FRE & /B2 4% , X H W
AIETEER, Y20 RE i = B J 2K 9 ATP ZKSF T 1%
1M AMP ZKF-FH i, AMPK #3800 , Bl 5 AMPK B R fb
O ULK 2S8R ULKL, B )5 ULK &5 RS0 | 4%
S T iiF PIBKC3 E 51k, w4 PBKC3 B G hHEZL
i (W AH ™, mTORCL X [ WA (ol /E i A K
A58 i 38 3 PISK — AKT 38 [ ol % 24 B R 70 /2 I 3 ok
Rag - ragulator B4 T T i mTORCL, B8 )5
mTORCI £54 ULK & & & Jf i o B iR b 2 & /& 8 ULK1
FUATG13 #0il ULK1 3 B /9 35 1 JF 5 #0 H AMPK i
ULKT A EAE, e 2 F W AR RS sesh, 4
TERAEAE T A i3 ] mTORCT i [ Wi gl ageis
(2) AWEALRIE R, A VER O I, ATG B i ok LR -3 -
WL (PI3P) S5 4 i A i G N A W i e & 4 A, IR
ATG #1155 SNAREs 55 15 ) 0T — & {2 a7 A5 IS 245 49 200 i
SRR AL A% B A W, (3) E WA AE A P
G AMEETEPIANZ ZREME R GRS T AW 7K, HE
JE W B AR, S — N2 R RS IE ATG12-
ATG5-ATGI6L & &R H B S AE WA M G A 1 55 3
(light chain 3,LC3) , - MZ R RS LC3 il ATGA
B VE RN T rl e 20 LC3 - 1, LC3 - 1 585 HE
L FENE (PE) R IE A A IE 0 LC3- 1T, LC3-T 5
FWE R S 290 5 5 A WEARTE ™ W 9 A K S
], JEE WIS I T 7 I, e 2 W AR K I 56 AT A
B A WER, (4) B WV Bl AR 00 T2 18 R0 RS P %) B it ok
A RS R A A T B 1A WA A, L PN S R il
TR Z R BRI K K A
2 DR SR

15 PESR (reactive oxygen species, ROS) EHEHEEILEN
TR SRR AR R, G S 3
FEHHEMEEMAESD, MEAHKE( - OH) BEPE
T(0; + ) GEEAE(H,0,) %, AR ROS FE ORI
TR T 5% F T NADPH 42016 1 (1 i1k, A2 B
FIE AT ROS 25 4 i A= 3G 2 A 985 (HZ 5 52 A9 ROS
A EA T A O TS AN P ROS A= i £
T4t ROS BE S79i L | i 2 19 ROS 18 3 40 200 A A it i 6
BEIR DNA B X |55 26 11 50 NG S5t 45 A DA 1 B 2R 240 it A
ML BT, E AR R e DR A E R IR AL,
I WE S5 PR 2R 38 o (o 440 i 2 R 44 H 7 0P I 5% 1) B 5
NADPH 42 Ak Bl 7 5 T 8 JR R 258 Joe K ( GSH ) Al 4R
Te BB AL (SOD ) /b %54 ROS 3 #2772 FTHERR | WA 1
s BN B, BE IS AL R AGEs B RS ¢ 2t
Pt % | 2L OB | A0 TR 74 DR B R L] 2
A A 0, B A 0E DR R & A K R
3 HWEF0 DR SN MK R

H W& DR ST $5, HOATC 220 R s 2
PRI Bl B e B 25 AT 5% 7 1 00 IO B ARl 1 285 PN B2 400 i 40
o 5 1L A5 ) 40 B, PP 28 Al L R R €8 3 b B (retinal
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pigment epithelium , RPE ) Fl Miiller """ Py LEE 5] [ Wik
JKAF-BA S TH g B A RIS 2 R B A 1 T W B
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BT P Rz 20 B S Ak S J8ORn [ WK Y TR L =
AT DIBE R, Du 551 % B A% 14 T f T 0 ik 45 A —
TR0 RS P B2 41 ( RE/Z6A ) N SR AL -5 0 481k 2 G 2 17, 4l
Jiil ROS K- Fh i A 5 1 W K S48 g, (HL 3 BE 1% 1 W4
SR DR 2 0 ) 40 e 7 A (R 0 AR B AT T, ELARHILAR o R
B, 5 Du U R A KEAE S ARBET R R, A RS K
B A WEAE AR A T ORI N R A, R Ak
EARG( renin—angiotensin system, RAS) 25 DR kLR
Ji& , Chen 45238 job 52 96 4k 0 0 4 B 8 5 RAS — 2k 1k -
ROS ¥ 42 06 40 M W, B e b 6 a0 45 5 ok 3% 5 L il
(ACE) & E3KE T (Ang 1) 2 H32 4K (AGTR) /K FTFF
B0 RAS WOTE, MOTE 19 RAS G 30 5 4R R ik 0 b
NADPH {23 ROS F=A4: 155 [ W /KT, i [ W AE A
PR S B0 RAS | i ik 451 403 2R 7R Rl /> ROS 45 7
AL EFIPH T2, Rezabakhsh %5700t % B 2 b 4%
PR P B 40 g K P B s g A o — AfE A
(NO) . —% LA AW (NOS) FIN . (MDA ) 25 4 L1 3%
Py ARAP A, AH F WEAFE = B 24h PR TR, 72h
J AN T A DA 720 5 AT RESE T A
A B AR A 07 SR R i e E AR VG O R R AT,
MMP-2 £ 5 DR I 5 PR 4 R 63 49 A T, A 53 % 30
RO N R 40 NADPH 484k it 78 TF 735 938 5 1
JROS 4 541 il MMP -2 38 3% M 1 41 328 20 i 524577
Chao %' K B B2 A F A W BEd a3 # ) MMP-2 &35
R M, 1 F Chen 25 H1 Rezabakhsh 25707 W 9% % ¥R
FIESI ] ROS 7= |, PRI [ WX MMP-2 2 B 33234 J2: ] 43
AR S — 25 5%, (H X B A Sk F T HT ROS 4 i 45
13 fg 3 % 2 —

1 2MMERMBEPEREMENEZHPIXE WM
T I ) 240 2 15 0 O o 3 e A PN B T BE R (ELJE:
DR R 2 H B 40 M 25 6 25 O R I T P 1 ARk
FUEAL 55 B2 RS 28 19 (HOG—LDL) 12 3 A HR 0 S it /25
JEAME T, Fu 212 % B HOG-LDL 4 T A A0 W i
T A TR A B A0 L S A I SR K S T v, 9 R
i SRR R S 5 e R v R ST A R BV AR
N FARERE S HOG-LDL 45 A 40 i [ W, BLAMA & B
H# HOG-LDL 755 (1) JE 41 At 1 w5 EL A i i 4 1, i s
I HOG-LDL 75 51 H ME A k4 A A8 T, IS5 &=
HOG-LDL 753 Yy 1 Wik il 5 457 14 411 1l 200 e 4 17 9 56 R
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FIN & (HE I HOG-LDL 7 S 1y BE [ W 1 f A o
B AT AN A S B AT,

3.2 DRMZRREThEEMENLNBMWEZ DR AMUH
FEUME AR MR ph 2 AR, Hoh SN 25 DR H
SR ) A 2 AR A5 AN T Piano 251 & P DR
Wt A S A uE A S, b T 5 B BE IR A R R
(streptozotocin , STZ) 15 5 AU /R 5 /1 B ( 8wk ) 76 AL P A
HA 55 1107659 70 R A4 AL T 2 S BT A B 5 O AR T
FEIR AN P SR IR R A A AR AL, I AR R R A7 A
MW 7K S BH S T 5, (b A, A0 O 54 451 40 f 2 ( GCL) A
H WK R FH T D A WS S e AR, BFSEIE 9
HRACE T S Ak 7 380 2R 00 P90 BB 224 A 1 W, Tohr
A DU AR O BB ALY rd/rd rds/rds JGERAGG /N B 7Y
ik BB AN B A A N S T B W BB A AE T, R
DU I0] DR 4200k o7 385 5 R Do 4 25 40 i 1 v HL A
WEAEHE DR phH2f A8 AR i — 2B

3.3 DR HERETHEEMELMHHX R

3.3.1 RPE BIEEW R HAIXFR  RPE 7F 4 47 101 X
EE SR Reh B mEAEA S 506 o0 1y %
fif AP P v B R i — PR X A1 5 B 4H AR, T DR A7 AE
RPE S5 FTIRE B 47, T B Y 4 RPE Y HE LR
N R o RN ) ST B DR TR
FEIS W, T [ 0 BE A0 ] S Ak B 3. Song % 7E RPE
PN K B R A I TR T o A B R R A R
45 -NF kB p65-p62-ATG10 @ i, Fil H,0, JI B AN F 1Y
RPE 7= S0 7 38, S8 10 7 38 il 2 28 73R A iR R 420t
{8 HA S S T NF kB p65 B4 536 i ser BERR AL, B4
I NF kB p65 fifi i A Mz 1R p62 L K £k, p62
AT HE ATG10 34 50 40 i [ W, BLAh i T4 v 2
Y A RAE T30 , A I 3 0 ] SRR R
Hiffl, ER Z5EAREGH N T 5%, Y5 W EAAGE
IE R T 8 A 3 i R SR A 2 B HE R A A R T B RN oA
rEE A5 ER N, B E R sh K978 E A R
(unfolded protein response, UPR) ™' Yao %' 7E RPE I
KL ER N BCFD UPR A5 ROS 006 H W, M B &40 F
RPE it i) ROS & 5 % &4 ER WE A, A7 &
B S50 R EHERZE ER N 51 ER B #0053 UPR,
b5 3 UPR {5538 % PERK —elF2o STE 4080 A W, H
HIT DR PN J5E P9 R 38ORIT 5 18 D6 R A9 e/ A ROk A B
ZHIFEMFFT, Shi 457 WML F &b & {4 F RPE 41 L Y
ROS F1 H WK~ ¥ 7t (3w il 5510 3-MA 5 b 4%
T RPE N ROS 7KVl 34 51 240 M35 14 W1 J T 2, 4l
H WERI ] ROS A5G AR P 4l i, RAE SN & DR 1
BRG], AT IL-1B8 BESLHS FIhn & DR K78, i
Je /N NLRP3 RE B £ Fh 20 i P A1 PR 22 38030 12 it
IL-1R7=A A3 W 7% Shi S5 5% S BH = 4 3 4 4%
KA -ROS-NLRP3-1L-1 i #4511 RPE, RIV#E = B i
™ RPE 2 Jfd oy PR Gk (4453 405 7 A 1) ROS 3 i fig i NLRP3
FeME/IMATE BTG TL—- 1B, 1 RPE PN 38655 i [ W5 38 1 7%
I S i ORI RN ROS 00l A 6 30 [ A 4 A e
3.3.2DRUIMER MM BEF RN HHX R
Miiller 20 J& 00 I 55 ft 22 1¢I5 240 Jfd, DR 48 Ak 7 8% 412 F

Miiller ZH A& V£ 5 5 FBE T W58 2 W, v M 0 o8
i Z MR TR Miller 41 H 1 /K-, Wang A8 TR
Miiller 20 i 72 =5 1 0 ¥ 48h J5 417K 11 HISTIHIC 3 i fi
SIRT1 FI HDACI 445 H4K16 12 ZBEAL R T ATG K
S A TR A WG 5, 2Rk A W dE G A R AR
20 P S B A ) SRR A e R T R, A DGR B
LEHRR B K Drpl (12 R Parkin , [ W52
& OPTN S Z R 4 43117, i S0 i 26 1 LA 2 1
(thioredoxin interacting protein, TXNIP) £ 55 21 fifg % JiF )2 1
FIPHT=7 ) Devi %7 & B TXNIP 5 Miiller 2 3 % f 57
POMZRLIA A W5 R0, e BRI Midller A1) TXNIP
T TR, TXINIP 38 i3 3545 2 b 1A 15 i 40 i 9 ROS 1 7™
A S AL R AR TR TXINIP 5@ i TXNIP-ATG4B -
LC3B II F1 TXNIP=Drpl —Parkin—OPTN 7 4515 5 hi%s S 4k
KA B W, SRR I T T B 47 8 Lo (A ol ST 1z
W, 38R LRI A W RE I B 32 15 10 ZORLAA T 1) ROS
PR AR RE B 2R A W T RE 2 T A0 K ATP Bk
Z N R FECAVETEANMISET, B b A R ERLR A
Wik A 2 5 R s 403 400 J 2 ) )/ P 5 32— 2B
4 INGS

i b AR A MRS 5 DR KA Kk JEIF H 3
ZIC R YD, AL OAT DL i RAS -Z0KE /K -ROS i
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W Rz 3~ UPR G B 555 Wik A 0TS T e ] L i g
AR Y KR \ROS S8 Ak E 1 26 40 i) S A 17 M T
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