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Abstract

e Exosomes are extracellular vesicles with a diameter of
40-100 nm, which contain a variety of functionally active
substances such as proteins, microRNAs, and they are
transported into the cell via different pathways. Studies
have confirmed that exosomes slow down the progression
of diabetic retinopathy by modifying changes in the levels
of cell proliferation/apoptosis factors, antioxidant

906

regulatory factors, inflammatory factors, and vascular
endothelial growth factor in different ways, including
direct regulation and delivery of different miRNAs, long-
chained noncoding RNAs, which in turn inhibit high -
glucose-induced retinal inflammation, neovascularization,
microvascular damage, and vascular leakage and other
retinal injuries caused by high glucose. This review
summarizes the basic characteristics of exosomes and
their research progress in diabetic retinopathy.
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8] 75 Ji 1 4H B ( mesenchymal stem cells, MSC) , J2& 1 IR
JA R UG ) AR 40 L P SR T A R A TE TR RE R
7 B AL gl v B CAT B ST B0 UE 52 MSC X R R fi
PERGIIATTVE M . Yang 557004 MSC i bk e 51 21 5% IR 1
I % ( streptozotocin, STZ) 75 5 09 B JK Ji5 A0 W JE 5 A%
(diabetic retinopathy , DR) K UK P, & Bl MSC HE % I />
DR K BRIl — 40 0 B 5 e 1) 2 . S48 MISC. 2 4 i S5 %k
DR B BAVRTTVE B LA S e il v 9 MSC
R S WL I S5 A PR 85 /5, T LA A S HF CD4+ i )
P T Ik O 40 A0 A i R A S 4 RE S
MSC 945 2577 AL 23 XA T7 ROR & BUE e, B B IR
I 1 SR R P AR A 4 M B AR R 2 (H 2 A R R 3R
XA T BT R A LR | 3 25 0 A I
JEE SR AT, b 9 4 A R T 3Rk, 51 e 00 I i A 4 40
AR, MSC IGYT 5 K i 48 38 0] | ] A S A4 HE R SOy A
WA AL | R A SE R BORE I A ] BT R REAS B R 4F
Tk AL o MSC DA ik PR i A B % A 31 ik PR IR Y7 2Z i
TET I P9 (] REATY AN T 8%, AR A 2 Bt 555 WAPE A 2
MSC 3697 B EZAELE 2 —" . MSC 5540 Wb 7= A 9 A
WA B BIESCFE SR RE S O I B T 2R AT M R
Y B IR AR AR A K R R e AT
\EAEM, HL, b TR AR MSC iR TT I ) [a) &,
WA B WIR BT MSC 43 I 1Y F 1 I 4A ( MSC —exosome,
MSC—-Exos)
1 SR iR

1987 4, Johnstone % & BT 45 2 W 21 21 240 Jfg o
B /N ) iy 44 M exosome ( Exos) 7 il 25 B 9T B TR
A, BRI R AMB KRR % 3 40 i R A9 (55, = 5L
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ety Z2 bl B R B AR T AN A P AT P R
ZEIE B 22 0 R 15 T B Rl T G — ol 20 i A
PRI A S 28 vl PR 43 e A 0 A EL A AR M P A A 1
VEF )5 5% 5l 4d Rab GTP i F1 SNARE 2 [ 1441 &
YERA S, il A T 9l 4 s B 40 i 410 AN IR AF
ETFAFRR T, FARZ) 40-100 nm , 75 1 WUZ NI T 251
A TR, IO R T R IR T B A
P2 ey 2 LA R e A2 SN AR BE % 3hE S g 7 |
JRRAER S 107l $ A B NI N 1B A= 3739 =S AN =19 WA EL /R
PEF O IER WA B AN IO R | 2T A R R
PRSI PN | 3R T OLJZ i ST BB 45 K o B P s« B
G 3% Tt O REAE DR SR B 2 W38 DA B S B v
A1 AT 3 AN 7] A A A A X (a2 Y 24 e A B
AR AR T 0 AR B AR R )
HEA A LI R s N A B B, e AR T SR DR SR AR A
MO Th R AAR AR 78 21 40 it 1A 30 TR A 5
2 TSR

AN A OUZ i 5 AT /N RS MSC - Exos A%
R 23k B AR AR . LA I DA I SE 56 UE I A A R]
ViR Z2FIG 7 I I B 25 8038 3% R 48, #3885 R Bk A
WA T DA 22 0 R RS R R M BT R AR ES
28 AN AL EF ) 58 F2 B ( paclitaxel , PTX ) 2& 88 H3 HO Ui 25
PTX T4 (B o /Y 0 e g r 2 FL RN ook 36 0kl
T RNA 2R PEA ) 55 R 1 2 4881 MSC—Exos
Rt L AR ik T BB K 2 ) 3 4 B MSC
o BEJE B S A 2 MSC—Exos' ™', AN AT LA
Vi B R S 2 b ik R G, R B A
B K MSC—Exos #00 [i1] 48 55 1 52 VR 40 i, 42 151 9A )7 38R
[l At R AN R 4 B 0l g SR IR S 1 i
AR DR T 068 7 s A 3 T )R 1 K, RE 40 5 Al A o
HAARA 4R SPEDTT L DR A, AT LA AR Bk 4 K Bk
BEE AT 70 A A 5 A B B P A7 25 Sk S B 1)
PEPO D BB RS AR Y T RSN B W R T2 (36
¥7 TG
3 MSC-Exos 5 MSC #HIL B IRFHRRRIME R

P T B R A M T S MSCAH EE i (R 2 B
M RESIA AR P, J5 5 R 1 XU £ 45 R0 0 s 5 e Jok B
JE PR A DY RS ATRL ek 8 A B B A O P A
SRR O S 7 A ) e G AR MSC B & HE A
FH U5 0T i 55 43 W R - B4 430, T AS 2 L 1) 40 i
BT, DRI VR S A0 A R LI 3 e 2 MSC RS R AH 5% 1)
8 - A s MSC —Exos 1 3 1= 411 il 490 199 14 481k 1oz 38 . P9
Bz 0 ) BE B AT RN 48 E SR A 47 R I 0 B
AT LA A S0 A (4 8 77 28, 20 90 B A B 0 S s, MR T
TEBIR AR I N I8 B iR B WA P B B A Rt
MSC—Exos J&—Fh HA 30w % A 3067 FBL.
4 MSC-Exos 7£ DR i&47 HHEI R A

DR J& 5 45 CRE ™ 5 ) 3 2k Ak B Y 3 2 R
PR — BT B, 3] DR R T I 3 3 P s
FEVETHE, OO0 R R B B IR | I A 2R A
PEB Y, B DR 72K R RE B VR R, L B EE A
M BB SEAL 2 = Wy R R SR N 3 B G C U L R

SEH T LB R - B R RGN N A KT
(vascular endothelial growth factor, VEGF) Z& ik I #, filt &
R M SO, S50 20 LRI P B A0 P A A T S i, R
5455 400 D00 P AR A 400 I 4 2R TR a4 A A T
TS B A M K A, Mathew S5V BF 58 1IF 55 3%
B85 VAR T 55 MSC~Exxos REAS AL 19040 MW AL, 2 35K 2
PRI E LI BE | G2 A% A AE , U /0 A ML R T, WA L3R AR
7 A PSR AEBES R NAFAE KGR 4wk, P BE
TSI LUAE g S0 MAA B4 it 47 5, $2 75 MSC~Exos R A 1R YT
O TR B2 11 5 T2 SR B i R g 7 A 4 B R
FARZ AR SMMAR R e BE B HOIE B 20 B 285 R AR 3R
e pH A, DL K2 Ab A K 1 W 5F ok 202U 38 ) Y 40
JEET AR R R AR N BB ISR T RE 2 A XA
4.1 MSC-Exos i&f7 DR MWLl BETEA I R B B 528
iR AP SEEGHRER MSC—Exos 1A97 DR K HAH I A IE R
TBITHE ). MSC—Exos ] B2 18 2 241 i 38 58 R 45 1K - e
AR F RIAERF  VEGF S5 )48 1k, i i 24~
R ESE A DR 51 A4 A0 R0 B S AE BT AR i A
[CUIN=ETE DS alIRER 3 e VN E R VN S Wi
40 MY ( human umbilical cord mesenchymal stem cells,
hueMSC) SR 1 S8 I A (hueMSC ~Exos ) ] /b 1 72 45 F
Bax (1) 2% ik Fl 4 /= % 58 240 I % Pt B ( proliferating cell
nuclear antigens, PCNA ) FIAX 5% S K 741 % 2 MG F 2
(nuclear factor erythroid 2—related factor 2, NRF2) B4 7K -,
ARG DR K B 99 5 o 7Y Y — 1% (- malondialdehyde,
MDA ) 7K 2 5 8 A Ak 9 157 fL i (superoxide dismutase,
SOD) 7K (483 AN hueMSC —Exos A REAR AR X 5 4, % |
JZ (retinal pigment epithelium, RPE ) H 7if 74 % ( reactive
oxygen species, ROS) Fl MDA HY JK A2 # SOD F1 NRF2
Fe AR FEH Mk . il X Fp 5 20, MSC —Exos 7EHT
ERIAR G = B2 AT L O R aF S B S
SEVEHT . [RIET hueMSC—Exos I 3438 RPE 40 g i ¥4 , )58
RO AKT/PTEN #E A2 I0 w fiS [RS h SE A Bt ™ .
2L JUHT AR ZR IR 1) & B M T JH 8 1 4 (neuronal precursor
cell—expressed developmentally downregulated 4, NEDD4 )
e P IA A BT A B 0 R e e A RE B T R AR A
22 FENEDD4 £ 35 TR, 10 hueMSC—-Exos REHS ¥ 5%1%
P4 R R, NEDD4 95 1932 R AL A b 5 1R ik
fiff 5 5k 77 25 M [5) IR 4 ( phosphatase and tensin homolog,
PTEN) [0 £ w42 2 — | 24 hueMSC - Exos 14 1% 1Y
NEDD4 55 PTEN 454 B, n] #4358 PTEN #9932 2 &4, i
AP0 B G A2 495

FABFFEUESL [ DR K BUIR P 3% 3% hucMSC -Exos A]
DL 5 P X B 22 JC AU A 15 2R, hueMSC—Exos AT i 544
245 FE R F ( brain—derived neurotrophic factor, BDNF') T
K BRI A 28 96 , #4006 BDNF -TekB i £ 0) fi #1 2800
JHT=1 BDNF ZEA PO 5 4o 2515 200 A A0 Miiller 25 J62
M R IR VR R LI I R A E SR 2
—JE i 5K TrkB 45 G I B0 40 i AME S R T R0 A
AR TR UL — 3 3800 3% 4 (R 4 400 IO RS Aoh 2T A P Ak
ST SAESE 7R 40 M AR B DR A A v 15 424 58 BDNF AJ
DU fE 7 TrkB 3235 730 TrkB/Exk/MAPK i 42 fR 4
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FAEIR BT 2 T T AR

Wnt/3—catenin F5E S5 DR 51 RAE L0
AL 2 I BRI, 7E DR B
DR A=A K B AL IR ZH 21, Wint/ B —catenin {5 518 #$AH
AR I 2Rk AKOF T B R B R Wne/B -
catenin 25 F K% & 5 8 A Z R M K E E 6 (low—density
lipoprotein receptor related protein 6, LRP6) R ft. LRP6
I, VLR AR O G 1 % sk bR 5 W) NADPH A AL il
(NADPH oxidase, Nox) 2 F1 Nox4 mRNA AJZ£3i5 [, Nox
NG ERESR R BERR ALY Wnt/ B —catenin £ [ Al
PUEALRE SOD1 ,SOD2 F HARSCHE 136 M B & FEAIK, 1k
Hh, Wnt/B—catenin {55 53 3 AT {2 i 2 5 A5 i ¥ mRNA
33k . MSC-Exos P A &0k 3% X 2 Wnt/ 3 —catenin {5
53 % 5 | A 1) R DX B 4 38R A E R I L W/ B -
catenin {5 %5 1 % A% AL 18 T 2 VEGF %3k VEGF 2
DR HF R0 X BT A= i 75T R I 45 2 Tl 1) S g PR 7, Gl
IR FIREAR VE 55 26 85 FH———Fh SCHE 1 P K 40 0 2
S 1) N T | =B i R 22 N G 9579
e R e AR B . SR, MSC—Exos AL 2
M VEGF mRNA & 3% F1 R I AH 5C 85 F 503 1, 3 389
VE-F5558 1 mRNA 135 A B T 4E4F il — P8 9 57
AR T, TR T A I T ORI I 87 8 0 . MSC-
Exos AN i 32 3% 240 it R 1535 40 T9) B ) e, 3 e R A1
AR D 4 257 200 B R PN A 2 X AR — SR AR R T LA L
NF-kB p65 M FREFE M, 18/ pi 2 27 2 J2 R sl 22715 4 i )2
X VEGF B, LA K7 IN e J5t 248 i Xof Jg Jo 2F 44 e P 2 1 1)
B R YA BT8R G i 4 RE SN R i
A IS TR B
4.2 MSC-Exos i#3%X# RNA j&47 DR H#L#  MSC-Exos
B T RE ELHE 2 5 U O 55 B8 A e B | R 1 400 )
i oh, fiE i i 5% 2% microRNA (miRNA ) #2 53477 DR
BVER . AN AR TEYE miRNA W] 4 PR 2240 T a1 AL 1) 41 i
FEHEASZ AR I K FEAE T, D BE R BRI 43 W Felr (1)
HORLTIRE , BN ] 8 45 R K R GA 5 (2) FE M BLAA S Toll A%
Z K (toll-like receptor, TLR ) 25 & I I8 3% S pe 40 i, {5 1t
DIREAAFAE T8 53 AP ML AR U A miRNA™?

miRNA J&— R F/NAAE S S RNA 237, ol 3 B0 2
R 56 S DU, TR i 2 EE A A e &
8 [8) 7 B 1 40 }fY ( bone marrow mesenchymal sterm cells,
BMSC ) —Exos 1% 7% ) miR -486-3p 1 X%} TLR4 , A %4 417
TLR4/NF-«B 3t , I35k 2 E 1~ BRI, X — ALl
A7 B T SR R B T L AR Miiller 20 L f) S0k 43 35 AN
AT, [RIE, miR-486-3p MR FEAL T 4 i 5 A i N+
i VEGF & 5 45 J& 25 M B 9 ( matrix metalloproteinase — 9,
MMP-9) | Il % 41 9 %6 Bt 43 7 — 1 ( vascular cell adhesion
molecule— 1, VCAM — 1) 2§ 3 35, 35 0 40 ) Hr 4 i &
T

PR ) NF—kB iR 10 7T 5 35085 b 2 8 B R 1 i 36
5 A4 VCAM-1 e 7 R4 7, miR-18b 1]
HLIE] MAP3K1, #5 NF-kB p65 B2 1L LA E% DR 14 4 hE
SN, B E R T A hueMSC - Exos, WZE 51| miR - 18b 7£
W PR o TR A 10 v ) 8 3k 35 T vy, T O o IR S | S
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AL B S i miR—222 /E A p27Kipl Fil pS7Kip2 3
PRI T AR 22—, X T I8 -4 10 A8 -1 L A0 B 1 34 7 B A
SEAAE FRY I HLAT3E 2 98 7 STATSA K 1 10 2235 90 il
DR MR B AL AR I . Safwat % BFFE R, il i
MSC—Exos #3% ) miR-222 1 & 2 B 35 40 00 B 468 475 5 sk
AR I, BE AN, 3d 38 miR-126 £ hueMSC - Exos
T AR A o A T ) AR ) I 2 2 R P Bz 4 i v v A RS R R
#5 H B1(high mobility group box 1 protein, HMGB1) ik &
HF UL 11 NLRP3 48 5E /MA NF-«kB p65 Fl>f: it K 4
BiE-1 ., 404 & (interleukin, IL) - 18 il IL—18 ) k7K
SO T ] DR % Az K R R e 8 AR RE BB

I3 miR—17-3p Al {E A i A8 DR #9081 A4 P bR i
Y)Y S SRS AR R FTRES S 2 RURE IR R
) % &' hucMSC - Exos i i3 #0 [i] STAT17 2k 48
miR—17-3p , A % /I BB A1 AL 1f 21 2 1 K7, OF
0t Bk J8d R AE B F ( tumor necrosis factor, TNF) —a IL—14 .
IL-6 MDA | VEGF Fil ROS (¥ 33k, #3# SOD F14+ bt H ik
it 8 A W G M, U85 DRI SR E N AT A AR I i
B,

IR, MSC - Exos i 7] i3 % H A miRNA, 41 miR -
192" miR-133b-3p' ™ 45 miR—-192 1 35 84 % W it
alpha 1 (integrin subunit alpha 1,ITGA1) , A 98 4E K F
A A A S PL F A J D vE  XT AO PX BE  Je J 4 f F
SO FUE A M4 B e Ah, i R 8 ITGAT nf FEAR Sh
PAXT Miiller 28 0 1 195 A0 AR B2 | -l 55 HC T A A 00 8 L 65 1A
JZ 40 M9 ( human retinal microvascular endothelial cells,
HRMEC ) IfiL 8 £ U IR VR T, 30— 2D AR S 1 A AR A
WA A 1 . miR—133b—3p U 5o 410 ) S 2T 4 2 1
1(fibrillin 1, FBN1 ) ¥ %% w9755 19 /05 BRURRL D99 R 1t 67 14 1
ZH ifd ( mouse retinal microvascular endothelial cells,mRMEC)
B AR AR N ORI | A8 2 o AR R B RS M T

% miRNA L4 s KeEAE S RNA ( (long non-coding
RNA, LncRNA) i Z LT 0 DR /9 3EE"  Be
UESE MSC-Exos & A 17 2 5 #3511 LncRNA, 3 H W] g
i ZE WAL A B R T LneRNA /N RNA
5 FFEH 7 (small nuclear RNA host gene 7,SNHG7) 7] 3 13
P miR - 543/00 215 B 855 N T 1 (silent information
regulator 1, SIRT1 ) i1 417 il i 0 24 15 T 10 19X J2 1t 5 PN 1 &
ffRa g TR RS AT BRAERFZE 3 I A P9 R
B, X=box &5 8 1 1 (X-box binding protein 1,XBP1)
PRI AT LA P R A B Y AR E SN O AR I 4 B
Wi XBPL By = ] 75 5 Miiller 41 75 1k, 53¢ DR
) S 4 9T . Bt A, LncRNA SNHG7 3 5 45 45
P miR-34a-5p #AE M, 1M XBP1 j& miR-34a—5p M0
FLZ— IR A AT LA ) e B S 0 PN B - ) SE B
PFH A I AT B, W] LncRNA SNHG7 AT LA 34
BEEREE T PN 240 B 1) 6 B P I 08020 2 LA A
4.3 {£4fi MSC—Exos #iXZ5#1i677 DR HI{EA 2023 4F,
Reddy %57 W5 30 420 8 7 R T 00 77 55 07 206 DU AR Bk B
Prae#k 3] MSC-Exos H, 8 HyE S R 9,2 mo /R
DURER BB - Exos IRIT I DR K BB RS 1A N VEGF /K- |
L O 58 1102652 e B 1 4 A D AR B AT T 4 32 DR
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BREPTIE BT, 2 B2 48 DL ARER ST I AN I AR BB S AE K 24
/TR RS < (B RN 1 IR o WA B 0 Y NSRS 587 1 SO
DUARER BT -Exos 2H DR K BRI R IS4 AT TR 4G 2K T
PG DUARER AP AL, T E E IRR, &ad 1B i i A
WA VR R — A B K B 25 % R 5
4.4 MSC-Exos M MR 5ThEERIFM DR BIAIBE
BEAAR I E B MSC — Exos AI 2z 35 WL ) J5E 11 25 44 S A ot 2
AE™ . hucMSC—Exos AJ fil /b DR K B 0 190 B JE2 1 |
A5k ST iy, I FL s 40 0 40 it R 51 2L o 22 47
He 2K ARSI JZ R0 P A% J2 40 M 0 T, ek A 1 IR
9o | L %) R ) S ol 228 95 728 D 10 45 96 728 T 5 hueMSC — Exos
PEABE B 5, DR K BRI 5 H A FRAG A (7R a I
b I PEIE TS, W hueMSC-Exos BB 325/ DR 55;E Y
WA RE R AT, A B Tk 17", Safwat %5 i 5%
2% BMSC—Exos X ¥ W B& 1) 52 W [R] 45 24 3 4% ( %0 bk v
SR IS T S R B A A ) O [ S B A
TE S REAS DL TE G A 0 S %) P4, IR R B 5 TR s S AR
W BB ZE A AR AL R IR M L2, 2 Bk 5 I, 400 190 i
PR 2 25 A0 F B RN | I FLRBEA Frsdm
5 MSC-Exos Iifi R4k i B9 Bk &

R4 MSC-Exos I F DRIGIF LRI T 1 [ i i
s, SR MTAERE FL A AL R G IRIG TP 1, A A fE — 2L Bk ik, B
I AA A 3R I T A 5 50 | % B B 0
RAEYUUTE BIE B R AR R HER 3% 4 5%,
VR AR 73 , 3947 A8 S0 Wb A 2 AIG | B BOGE 2 6t 7
PR3 BRI 1 77 AR R AR I MR A D AR 47 46
] HLE B IR A A B O 1k RE RS i e 1 d
[, ANIAMAHE A SZ RN A i 48 B 0 AR R S
DL BRI IR LA W oK 78 V8 2 . AN A o3 8 A 4lifb
ANEYE) FEEAR R A 7= 0 2 AR AL LA B I IR fUER
PERIGY 53 8 1k 55 P R R AE ] I 38 K B A 5T i
WIS R T o A IR R, PR AT A A2 i b 2 AR R
T HARBEMERRHE, BRI MSC A7 45 1) 403 44 17 3 128 7T 2k
Y FEBR A2 S, AR RE A1 1A 1 200 Jt St 5 g o B 8 30 1) A7
FE LA B i Wy BRI A AL SE v e, A
AR B FGH A AR A R 0 N T AB e fide ple SN IR g i
PRAUBME FRE S M RS e A R Bt
6 /NEFIRE

MSC-Exos 7E DR H A9/ HIBLEI 512 T 8% KOG,
R AN UMAS Y 25 A8 R R BB B B8 MSC IR YT Y Ry BR 2 K
WORBIPRER A SN SRR R AN
B G 3o 106 X AR T B 1 45 4 AN T e EL A ORI YE R, OF
HEAKEIIFEEY MSC-Exos AMUAEW M A>T 7K F
BV AR LR DR HEJR ORI B 48 0C, I8 1
1 2 N RNA DB = 0 5 | Ak A 400 0 530 A 1 A8 T A 4R
PR ARAE RV A, 38 AN [F] 7 U MSC—Exos, ZE K
YRS ], 5 Al S 2 WA L i e — D s R A
WS 405, S SCREIBH T MSC 74 2 A 1) 2 4 455 A A A
Yy gl IR £ % DR JRY7 LI A I PR T 98217 1T
A B4E T MSC—Exos 1477 DR 9 /1. 45 MSC-Exos
1RYT DR I R BT FT P ATS A7 A Bk A =) BR % , 18 558 1)
WS RN AR R T E KA, FiE U5 TR

A, BB PR EOR R BRI 2 D15 B e, SN A 4 i
(71 308 THOF) B W G, RORORE AT 5T ol 1) I 3 1)
S Hk
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