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Abstract

e The blood-retinal barrier (BRB) plays an important role
in  maintaining the homeostasis of the retinal
microenvironment. Many diseases can lead to the damage
of BRB, such as diabetic retinopathy, acute glaucoma and
retinopathy of prematurity. At present, the molecular
mechanism of BRB injury has not been fully explained.
This paper briefly reviews the structure and function of
blood-retina barrier, the damage mechanism of blood-
retina barrier caused by various ocular diseases, and the
therapeutic countermeasures of drug therapy, laser
therapy and surgical treatment.
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I — 4 ]3] 1 5 B ( blood —retina barrier, BRB ) £E 4k 37 41
DR B T P s i 285 v A T, AR 2295 5 G DR o 400 1) s
¥ 4% ( diabetic retinopathy, DR) , & PE&H YR F 5= JLAL M
JE AR SR 23 Y B0 BRB #4455 . 2 BRB #5147 i 4H &
IR 22, fn e i B 40, 460 b 0 805 1% PR R (reactive
oxygen species, ROS) 17715 S AE K B AE DL K5t
FRE A 0 & H AT BRB 445 B9 HL AT A + 2 B
JEAE HHTXT BRB 5401 IR YT A 258697 TR FNEOL SE
LTk A ARG BRB #15 B RO, B, B
AFRSE BRB 4540 1 & HL i I A7 &% BH W BRB 451 473 114 %
FERUR XA BRB 45475 B9 AR SC R 191297 BoA 2
FOE RS =
1 BRB K& R IhRE

i AR S5 o 1 95 IR S 1 37K iR A4 R B 3 K S5 2
ZUZ AR B RR . BRB 2 I HR 5 B A — A~ 8 22 20 B
51 EAERIE P50 0 A 58 22 A IE 157 e, 7 2 15 1E
WL T A ke % AR . BRB AT 43 A1 afi — 4
Ji 5% % ( outer blood —retina barrier, oBRB) 1 A Ifil — # [ Ji
FEPE (inner blood—retina barrier,iBRB) Fi#R4), H:+F oBRB
FH AL 2 28 |- 17 (retinal pigment epithelium, RPE) 41 g
N AR I iBRB.FH A P90 T4 PN 1 200 i B R 3 4 B
JES ) 4 L R 2 9 ok 20 e ) 8 ek Tl b
1.1 0BRB  RPE i TG WAk 2% B Bruch 2
[, Sife 5 A Wi 200 i | S A 60 3R 0 X = 4 i 1) 2
fE™ . RPE 78 H 40 3 O 40 i (4 18 3 =2 35 v ke S i 4
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L5 5O AN AR A s . 5341 RPE i fE
G W5 A0 B ARl A R R b A AR I ( pigment
epithelium—derived factor, PEDF) | {445 PEDF 5 IfiL & N K¢
H: K [HF (vascular endothelial growth factor, VEGF ) ik 2| 3l
AP, 1 BEL L k4 R A 1 4 A & R . RPE A
BRB 58 % 4 it 2K J& 0% JR 95 14 85 BE 7K I ( diabetic macular
edema, DME) fy—~ B Z4HE , 1T DME J& DR 51& /) —Ffp
18 A
1.2 iIBRB U0 [0 5 oL 5 PAY Bz 240 o 462 5 1 O fs L )
V240 B 7 IR AT P R e 2 400 ) B 2 ) o S 3 o s
VR, R Bt A 558 b Ay ot 260 X RSB L AR R 32 LR
B 00455 PN Bz 200 32 4 B0 415 5 %% 1% 42 (tight junctions, TJs) |
LB 3% 8 ( adherens junctions, AJs) F1 4% B i 22 ( gap
junctions, GJs) , = #F L [EJE B 52 G4, I 7 41 it 38 o P A
SRS AR | A5 40 e ) 285 R R RE EE TR 2 A
H S B A B R AR e . o TTs J2& BRB 5 2 5210 i 452
2516, BRB 1IEH D) RE Y & #5 JE BAR T 1048 P Bz 240 ()
[ Tls 2 M SEREHES . B TIs AW & A5 2 Fh
50 B3 B & Claudins | Occludins | B AH ¢ & H (40
Z0-1.20-2.Z0-3) il Tls ZEHE 757

S L 0 v e ] 200 L R I S5 4T MY Mailler 201 D
PAS/INIE A X BRB & 5 1F % T 8 5 B 258
o) 240 e T 9] A PR IS i A o e R ot A A
ELA SRR LA P R 4 B 00 VR T, R 4 i 2% Ok 23 {2 3 BRB
IR, 38 ot A8 35 1, 3 B0 A R B K M BB
IS T 2 L AT T I o 28 JG 5 200 ., e 2 5 400 1) T
Pl AR 0k S, TR B 5 i A5 e S5 A 3k 6 4 A S
BRB 3 BRHR 53, BEAE I M1 A 22 JT D) RE 78 Ak, 44 1) DA 1fl 4
BRI ICH YRR, Miiller 20 240 0 I d5 2
) 5T 240 L, DAAOR D) 5T ) it S e 28 38 3 4 i 20T 5
WL A5 22 1R 614 A ) 0 ) B 37 42 S 2R, LA A5 I 45 ok g, 24
¢ BRB (528 MEE SR /NI I 40 2 £ B 2
R FTAOR P90 55 P R S ) S B A — SR 0 T, /N IR
240 A D, A P S i, LA r AR A SR I L A
W3k 2 JIL A 1 ) R R IR T FH 1) 2 Ak SR A
2 BRB {5 HI#LHI
2.1 ERF WM ERZ DR AHEIRIA (diabetes mellitus,
DM) 5 UL S O R 2 — , S — o 28 il A S
R R R R SR ¥ DR B E R, K
e I 25 5 SO0 PR B 3 R AR 25 L DA B4 B U0 34
A, MR AL O 5 1 A 75 5 2 5%, AT & 2 DR, BRB
FRE PRI DR RFAE P 95 E e A% | 26 300 ML o 20, 1 40
JRLUR , 51 S I 98 3% M 1 o RO R O A A T
DR F3( BRB #i{ii) E L4 . (1) b5 N
F 2 M 6 B 2 1 A 2238 1A A A 4 R A 45
T, g R A BT BE IR ST HE SIS T REART , H I FE
B4 155 BELZE |, DT FT R 5 350000 A5 P 1 240 B )y g e i S B
11 S A RSN FE R e a2 5 SO0 I P Rz 4
Hom 2D 5 DR A A RN R g & A (2)
PRIFLARR ROS 7= A 3G T, I e A AR A0 IO S0 13 B A4
DNA, I A T ROS 38 b2 S BOAAE A i 147 4=
FZFCETE R AP0 , WA F I C (protein kinase C,

PKC) i 4% | W A 1% 3L AL 25K 7= ) (advanced glycation end
products, AGEs ) #4512 F1 2 oo BE ik 42, 1
PKC 3% AL W i 58 Sz AGEs 14 2 %5 2: i 3R BRB 4%
FRNTHRED IR B 0 R 5 ROS 38 i, 7t S8 Ak B 180
RG22 B E | R 2R 5 BT 0 Rk, = B0 1
PRIEM KA (3) 1 R 00 A e 1, e 420, 5 5000 R fiE
B AN | fode o A5 30 375 18 0 L B 9 E A 46 iE 4T 7
BAE {2HE DR B R AR, (4) WL 48 4E XF DR #9 & A=
KR FEEAER . DR B LR P 5 5E A 5 A0 20 i A
FAEY AT LAAE G sk BE | BPR S B 1 K 7 S5 AN TR B Bt
MU R (S5 RIES DR LD BE RSt nT B 1
A PN A0 20 MR RPE 20 i B 2445 | S 440 i (7] B 4
K, LSRR, BRB Sl B M [ 5% RPE 41
JL 5 43 i VEGF , DT 52 B0 B2 240 M43 45 . BRB il 3R A
B A B A B0 L VEGE & 3 % DR & A B AR 3 4=
A8 P, —Fh 2 9 PR, e A T 40 D) A 1 4
A T T B SR AR R R VEGF /] DL AR % % i 4%
EH Occludin 11 3352 ,ﬁ?’f%ﬁ%%ﬁ? Occludin &
B 3 il 2 P T I I 45 P9 B2 4 VEGE R 3B B mim
AT AR Maller 20 i o BE PR T S S 3h
IL-17RA/ Actl/NF -kB 55 R G A= A A F (IL) -
17A, Actl 155 RG0S I IL-17A B9 53 M6 2 28 M 2 I
FIbRAE " WFFE R AN TL-17A W] S 205 R 5 S
[ Miiller 41 (1) Ty 68 38 A6 FN G 3R K BRB. i i A1 400 )
R 2ot A T XN T DR A9, B SRR T
(NF-«kB) 757175 4R UL B A2 48 4RI IR 740 TL—1p fif
JERFEIA - (TNF —a) 5 (1977 A= B AT TR PR 9 18 2 B
KB A 0 D 5E K i 3 v A e B 0G0 5 TNF -
2R IO JIEE 1T AR 2R 6 P A A R T B A R SR — |, B B B
TN | 36 200 1) 8 B 49 F — 1 (ICAM = 1) | 9 DA B 2% %85 3% 4%
M Occludin ¥ /0 ; M TNF-a F1 ICAM -1 P & 3 [ 4 ¢
LA PR 0 R B 4 B ) PR T, B & 3L BRB SE R 1Y
MR (5) H 35t 2 — % ( methylglyoxal , MGO) SR P B
PEEffe = A ) — Fh A i o AR . RS9 & B DR BB
MGO KT+, i MGO B FH i 43 016 56 3 4 )@ 26 11 I8l
( matrix metalloproteinases, MMPs) LA & AGEs Hi{&f) £k,
M2 TIs 8 23508070, BRB il i& M ="
Kk, DR 5:3% BRB #5145 9L S 2 R | 2 3015 3t
P FF B2 0 v LS 85 e 1l B 4 454k 7 38 ROS 77
A2 AR R A5 RAE A T B BRI S 2115 A 400 I B P
B AN 50 Ts 28 F1 2R3k /0 02 H i e #IA R 1) DR
o BRB B¢ SRR HLE], Hodh VEGF A% TJs 2 A U2 76 DR
o BRB BRI HLHI A ST i £ B iE )
22 2MFRR  AEE IR RS ERRE M Ak
JEHR SR R T T G i dole AR S 00 Sh AR RS A AR
R I B AU RS A Sk ke de S ABUURR B A A SR R T B SRS 5 R
F—1la ( hypoxia — inducible factor — 1o, HIF — 1o ) 2 #% 3%
W ARSI OB b AR TR A5 HIF- 1o B H:
UL ek EEEY . B R, Atk S IR RS HIF-1o B9
FEIRTEII A i K A, G A I S R AE
5 BRB #4525 R E— 20, $Em Bk S IR R JS HIF- 1o
Mk ERRTEES BRB ROM0iA 67, ik S —&
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LA & (inducible nitric oxide synthase,iNOS) 4t % i %
% B2 [ F - 1 (glucose transporter—1, GLUT-1) fll VEGF
#Je HIF-1a (9 iiE 7, AT REZE BRB 5 4% e %2
fEH . BFRE R, St S IR s iNOS 1R RGN, /3 Afr Al
BB R T bl 22 e I AN M S T6 AN NOS = 781 17 3 AL T s A
L2440 . GLUT—1 J& 4 45 i 3 BRB A9 Mk — 4%
A, otk s IR R 5 0 R BRI R GLUT -1 &35 T i, ™
R T I T P AR A 2 A0 T B A L 400 D) R e 2
S0 I Pl T 2 0 ) = T R AR B AL, 2 T O A
B . VEGF S A E BRI BLAE B0F i 48 A i 72 vh
BTt S v ) E B Y VEGF-A & —FhA Ak
R (= a  s R T 7 RS S A D OB G R AN 7 W o oS R
A VEGF-A JEH 8 M4 B9 5 85 12 77 AR 1Y
AN E 5 8 (Hh T 8a) IT iy BY 452 JE A Y 12 1 A 2k A
VEGF-Axxx F15h ¥ 8 (4M i+ 8b) L ¥ 59 U 7= A= 1 4t 1L
EH N VEGF-Axxxb, VEGF-A 165b 1] {3 4L ¥ i 47 52
B 50 A S g v T OE AR o IR R T A S
VEGF 3k L 9 FUR R —ANIE A VEGF-A 165b, Hin]
DA 5 A R TG 55— WA VEGF-A 164 A] {2 3E M 45
A, RIS W, VEGF 75 2k i iR
JES1E R BRB #5453 7 T i A7 43, 07 HIF = 1o e
ST INOS,GLUT -1 Fl VEGF 7 2tk m IR RS R M
BRB $i £ (% B ARAE B35 RV AL ST A 58 4205 2
23 BFJLMERARE LA KBS 22 (retinopathy
of prematurity , ROP) J&—Ff & £ FAKH AR R it 7= LY
0T JEE 100 485 S B A T R IR Y L H R 2ROk
F ROP AYE# UL, (045 VEGF HIF-1 JB 5 R AE K I
T MELLAIA: R (EPO) \— AL E ALY AR K A
T MRAF  Apelin DL K2 B-"B I i 3 BE 32 1A ( B —adrenergic
receptors, B—ARs) [ 223001 AT B 2 R G BV Y
FHTWI5E ROP & b 1) sh WA L DL i) A S8 55 Y L
I 53 g A AR 020 9 e B R T A AR I 5 7
o, E BB RO R AR I A B R A1 BRB B IR,
Caveolin—1" Netrin—1" 1 VEGF'" 7 H % 95 1 & Hh i
KHER, HoAthdn HIF-1 BREB ZHEERKEF —A 4R
ALY IR AR - IR AR O3 A AR5 1 A I R
7% BRB VR A b iy HARAE FH AL i 5 i — 2P T
2.4 Hfth W20 0 O K i ] BE G IS 5 5 O I AZ 4%
SR, R A A 1) FE BRI A AE el B AR B
AR A S B A R TR DG R - B Y 4 N
KT A LT R A SR e S F 3
RPE ({38 BN, AT BE 5 VEGF 5 SR8 X, Jeiil
WA S A TR Y B BOC R 2 A M AT R T
SRR EASWT BT, RPE S Wl 7 s, 76 8 JH: 17 4y e B
HH L 0 €, 3R 40 B 6 T, 4k 51 iBRB Al oBRB
wﬂ:[44*45] .
3 BRB {5 HIi& T
3.1 &G fr
3.1.1 i VEGF 25%1  H A WAHL VEGF 254947 DA H
Pt ( Bevacizumab , [ 5144 Avastin) | 5 BRELHT ( Ranibizumab ,
T i 44 Lucentis ) | FiJ #4793 ( Aflibercept , 7 & 4 VEGF
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Trap—Eye) , BTl 5 VEGF-A A7 7 K145 & 4l Hgke
IR DU AT RN BRSBTS VEGF S PE BTk, Ay
H R EHANIEAR KRR 1gG Bk, )5 5 it
VEGF Huik H Be B4k, B ER A brde AR A bt Iy
L0 R 2 375 AR FH L AEL AR B =7 BTAA P 5 & VEGE 5%
IWEMAMAEM, 5 VEGF 456 126 Ml 1 2 R P i
140 540 (HA R F 410308 35 43 484 5 P 5 DR s 40 0 3 72
(PDR) B E B AT VEGF /K P AT, 7k 24 VEGF
NAFE T, TR F LI T EE AR EAEM, H
DEBER R I Y B S R O AR AN, AR R
39k B A Js P9 3 5 KHO02 ( VEGE 32 4441 1 5] ) RE i 41 71
T BRI B IS P 7 21 B2 Occludin 1 Claudin—5 7K
R ARORE PR K B iBRB YR

312 EREERE F 2K EmSE T 2R 7 R T AR
Y LG RIEAT B VEGE A sk /b 4 B i 8 25 B 3
PR P VA ST AT 3R BRUL M I ICAM -1 A3k | 1 AR 48
JiE I, B3 BRB THAES  WRITIA by, B 2 [ B AR IR
J¥ DME s 4 5 FH AT RE Fe bt VEGF 3897 A% . H#,
TP B0 B A s P9 9 S5 %) R o 2 0 e 2 ) A 4 e A 7
HiL ZEKHS ( Ozurdex ) RN ETETR (Tluvien) tanl
SIRHALTEREARIEINBESRY MR LM, L
AT AN AT AEE i {2 #E Occludin 25 1223590 ROCK 15
0 RO IR 1T A P B 400 B A 3 R BRB )
e, BH 1k DR i) & A= & 8, B st KR DR 1Y 25 8001
PEN D PRSI SE 86 UE B, £ OB I R R P R e
(axitinib ) AJ 3 3= #0045 480 4% 1 R P9 B2 4L Oceludin J2
ZO— 1R I8, DT 22 fif ARG 8035 S 0 A 0% 8 IOk 1 B2 400 Jfd 75
TetERE N p38 MAPK {538 #4005 0l 51 iBRB AY75
U B 5 % 7 1 HR AR B IR, T % 0 B 1 22 8 (decorin,
DCN) A 38 1 #10 4 p38 MAPK 15 5 38 B% 1Y 340 3% 52 B %t
iBRB ERP AR L A i) 70 5 41 A mT A ot i
) NF-«B {5 530 B4 TNF-o ICAM-1 K% VEGF 3
ik, PEE Occludin 25 A &R 38 , 3 XF 455 BRB [ 1E %
e SAe 530 DR 5 R A9 A28 v BT SRR Y
3.1.4 Hft Connexin 43 RJ B4R ATP Bt/ % P/
AT B0 197 A S DME W & 4= 79 BRB B IR, 41161
Connexin 43 T]ffi DME H1 ) RPE 4 & 1, [ , Connexin
43 JEIRYT DME BIEAEIRIT LS Apelin—13 W] 3 i i)
LI 2 S5 200 ) P R B 2> 9 E A I 1 R RO 4R
SR R0 JIES s AR A AR LY BRB 7 A — i AR P R
FIFL Z 4 (lycium barbarum polysaccharides , LBP) fit ik 3 V&
/b ROS A A AR, 3 R I 8 e 38 Ol SR A2 2% 4 M Pl TG R R
FrE R AT , X o] fig & i T LBP AL 3 ] |- 8 41k 5
Nrf2 F1 TrxR1, i BR A A i 56, 217 8 2 2 (4 % 4201k
LR SR BT SRR RE T, T A R 6 82 2 4
JiL % S (A I g 4

B2 WHIEBIT  BOLHVE AL 2 R W IR Sl i AR
TG0 3 AL I DX SR 1 48, D VEGE 174 [R) s i
TR JIE A5, 25 1 Bz 40 B R Miller 40 A6 R85 40 i PR 7177
WOGIARYT DR J&—Fh s BEA 80 IR P9 yR T T B, RE 101 B b
PRIF B E ST TR, OGIRYTY BORAS B B R (A 7E
TS R0 38 2 R DA 0 ) T TR
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3.3 FARigF  BHEAKDIEIA( pars plana vitrectomy , PPV)
SEAT AR A B B R B Bl th A2 58 T AR 5 301
A =B AR, # LA 23G 256G+ PPV RMHl,
IRFHAST B S, 18 3 DI BR B FE VA TT RIALER i 35 BRops
TR TBCH AR P S 400, S 0 A A s e R
AINESRE

HIF-1a SR 70 718 @bk R IR IR 5 i) BRB
D B AR FIBLRITIAS 78 205 28, 2 H T3 LR
BRAYRIESE TS 8], HIF-1 B8 KA AR KR 7 —E AL AR
) MR AEAC A T R SRR A5 5 1 L ) B 72 BRB
IR A v ) B FH LR H AiE i AT 4 80 Bk a1
75 BRB 545+ 59 B FIAL I, Of- 48 15 3 94 ) BRB
P25, %5 T AEA BRB 45473 9 B 55 005 4n vk 5Ol
R ROP HONE IR HAT BAF AU AT S HHTOCT BRB 4
DA R IREBR BRI 75 , T VEGF £ DR #J BRB
it vh W 5 E B2, AR HTOL ) W 58 BB ), DY i 4t
VEGF 251 &)1z o XF T 1 B 0 B & —eR M
Hor— R PR GTT 75 RIVAT TR 90 155 0 R 1 R
Pu VEGF 2§ ¥ 5 & 4l W & % & A ( panretinal
photocoagulation, PRP) A & PPV AYEE & 16T 8 —I6)7
FBAERMIEH™ . KT EAIRYT BAR AR5 )
U 27 A AR B 45 /0 | 34 5 B 3k — A5 A 5 4T R Ak 3
HEAARITINE . S5 oh, BB [ i 4@ THE & i E A
TR WA W) % Bk £ PRP 5 PPV I3 97 % BRB 45 f4i tH
KA HRER P 2 75 ROR AW AHAT R IR
SE 3k
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