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Abstract

e Fibrotic disease can disrupt the normally transparent
ocular tissues resulting in irreversible loss of vision. A
common feature in fibrotic eye disease is the
transdifferentiation of cells into myofibroblasts that can
occur through a process known as epithelial -
mesenchymal transition. Transforming growth factor B
has a central role in fibrogenesis by modulating the
fibroblast function, inducing myofibroblast
transdifferentiation and promoting extracellular matrix
accumulation. It has been implicated in numerous fibrotic
eye diseases. This article aims to introduce the new
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progression on TGFB and fibrotic ocular diseases and its
clinical significance for providing the reference in clinical
practices.
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LR AEART AR N ZAN RS 7= A5, ZER IS L T,
TEH W HLUE S SO 6 1 ARSI LR, I35 A il — A
AZAER LT bt B o X o B R 10 32 SR AE 2 R
LR U AT IR E AR TR 1 1E W Y 22454
A FHEEERY , &5 2PN R EFHA, A
FEM B FF O (IR AR AR Z ML H AT ] 4 2 £F
AeAk , 33 v 43 15 4 i Ah JE T (extracellular matrix, ECM )
3k B AL T A i iy B e, T
M) 17 240 JH DAY ol B3 1 A2 LR 2 240 i ™ AR VR 2 21 AL
FIRAEAN B & ECM 25 H [ @i B 2 E (collagen, COL) 2
Wi 1 27 3% 45 A (fibronectin, FN) JU#&EH ], Xk
YNARAS X B B2 57 W ECM, I8 BB 38 i 3 T 4 )& 28 1 i
( matrix metalloproteinases , MMPs) F14: J& &5 1 il 2H 2110
5] (tissue inhibitors of metalloproteinases , TIMPs ) [&] 422 51 98
ECM, BRittzz b, ECM H Bt 68 52 i 40 A ks Bif L 3F #8 #
iﬁﬁ[fﬁ*lo] .
1 TGFp 54414k

AL K A F B (transforming growth factor B, TGFB)
SRR N PRGN S A KR E R RAE I
IO L2 S RV E 45 A R B A el R gh
Y e kB 3 Fh TGFB WAL (TGFB, [ TGFB, \TGFB,) , HAE
BIEIRAKF EA 70% ~ 82% R EE . TGFR 5 40
HIPRE LT AEATE M, HATAE T8 P 2T 44k 95 1 Ak g ik
Pt

AMLSh TGFR LAJGHE P 4[] B — SRR A7 1, Hl st
T R T Ot — RAA R IS AR Y TGFB ., TR ALY
TGFB S54MEfE F i) TGFB Z4K 1T (TGFB receptor II , TBR
LS, TGFB 5 TRR I 454 5 M N i Sk 12+
OPER W K Smad A 19 22 JLAE 5 BT AE Smad 4
AL AE S 08 . TR 2 I S B, S ISR A5 A Y
TBR I £4E FF #: W2 1k TGFB %Z 4K 1 ( TGFB receptor 1,
TBR I ). iWifkhy TAR I %+ Smad2 F1 Smad3 iR AL , BEHR
ALY Smad2/Smad3 5 Smad4 454 T % Smad & & A 51
AU SR 5 R TCFB {55 3 & —
A T Smads HYIEAS 245 p38 22 851G 10 25 FH I i
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('mitogen—activated protein kinase,p38 MAPK) HAME S
VE Y 4 B ( extracellular — signal regulated kinase, ERK) |
c—JunZ AR 5 (¢ —Jun terminal kinase, JNK) . g B
WUESE - 3 4B/ & H ¥4 BE B ( phosphatidylinositol - 3 kinase/
protein kinase B,PI3K/AKT) ,Rho FE =R i Y o

TGFB 1E2h ECM FR 1Y 32 298 15 X 1 DA sk &1 4
TR EHEIR S M K TGFB B 13 FN Al COL ixX 1
F B ECM R INFIG I, B RE FIRZRGEE A BT
B NEER RS R OEARESEHT ECT &
117 TGF 78 BLET 4 4 i 3 700 1 o s S 2 i ke 6
BRI RB S HHOA T AT 4E A0 S AR S I e ATk
TN ET 44t . TGFB i 1 i1 Rho A/ROCK i
Y AW e R s W5 2 2 1 R 4 ¢ S
SRR, 4 M3 3T b 7 18] B F% 4k (epithelial — mesenchymal
transition , EMT) 15 B2 5% 734k 4 WL T 2 40 g, 1T TGFB 157
S AE EMT i e T A
2 TGFP SHREB L 4 18 4 M & im
2.1 TGFB SRARMIR ML 20 51 kK — R
P G SO, 5 1R AR R I BO e 0 . A IR
JR e — P E IR ARG, R = R ERBUE WA .
P T )2 0 5 I SRR IR A A T B =2 B LB AN AL 7 450 5
B2 I Y JC IS 2021, e 3 A () 0 200 2 28 i, BRI
I Y A b R 2 v e i A TS B S N Y A N
FZE ECM g5k T,V AL COL AR 1 20 M Xt
T U RE AR R 375 W S AT

TR ERRVIRAST B0 b (%) £ RS 40 R 401k R WL ASC 2T
AEA0RE, IF 1 P 1 AR AL 1S 5 AN AT A DL e B My 1 i
ECM & 1 (41 FN  COL) i T RRRIAH T A8 4l 250 il 15 % £ i
ECM S5 HBEIRT . B & B TGF 7 i 1R 1 1 #f
JULICET 24 40 i 1 7 A4 R SRR T LT 24 40 i A
BRENS 5> W TGFR, A i [ 40 WL 4E+5 (1 5%
TGFR (LA LA M 5 2 A7 AE | BRI 22 3 Wb R HE R S
ECM , AT SO BRI Bh BV L CET 24 240 A A2 49 38 52
TR IR MRS R SR K i 2

BEXS A IRET Al T AR 1) T2k F TGFB A5 =i %
BLTYAYT . Mohan 45 K5 35 A RS T 1 2T 4t 40 i 71
TGFB AL 5 & IR, e Ye b 00 B L 2 05 (—Fh IR M TGFB
D) AT TGFR U 5 19 A2 £F 2k AL B 9 (356 FN Al
[ 1. VA COL) K 3, Chowdhury %5 i i # 7k
S A MR A A R e B, 2 Nk IR JE TR ( TGE # il 57) ) |Y
KR REMN R TGFR #5789 T &Y COL i, i il
FAREIR M. Srivam %57 /N T4 BH B T 449 K 0K ((
TGFB, TRR I #1145 4f 241 21 A 4 PR 7 4L i) ¥4 97 1 1R A I
R A fe , 45 R s % N T R UKL RE 6% 1. 25410 1] £ ISR
R
22 TGFB 5& X FFOGR & —Fh AT M 2 72,
CCA A BRES RO AT i BOR IR . R IEAE T M
JIR A 2275 20 M ( retinal ganglion cells, RGC) Z 2%, AT 2L
A2 FL 3k (optic nerve head , ONH) YT 75722 Ak FLAH b F1L
WP, I o 285 LK A PE R T 7225 1200 K R ik
JEE Y 32 UG R R S MR TR T K el R A 7 A 0 32
B /N (trabecular meshwork , TM) B4 HEH | Bk A=
S 22 RO S 32 BT H I HE A T S5 48 v iy TV 2H 2k

FrvEer b5y n] (IR T

Rk T F U EHR FR K 1 B /K T ONHL R TGIFB 7K
TR, TGFR WA T™ Hh ECM Y284k, i 15 53
K B B IR T TGRB B T LAE S T™ 2
RLIEAT WIUSCET 2 40 M 434k, TRl s R AR N T™ 40 i
FIIE FERARE Y . ONH A AR & A7 ECM K437, 1
e AM T I,V VI COL™, TGFB AI LA Si%
X3 % A 4 Ak, S 3 RGC 3l LA E AR I | 3013 il
A2 IR AR

W55 KB, TGFB 785 JEME H VGHR T AR5 IR FB IR
R FEAEH , NRUIBRAR R AT OLIRIE S TR,
AR5 T BEIE R A R VI 171 A 118 235 5 2T 4 Ak 3 Al 28 A5
B BRI AGE , T B0E v 5 A, HR R RGN
FE R L SR R PR 2 (2 M E R C
S—SRURmENE ) T LA B AR S5 BUas IR A1 A,
AT R 2 WARR D F O IR AR E R, X/ 3
VIBR ARG BB BT 0.5% #h J& 7145l LU 8 i3k, H.
AR EFEAR . Zhong %51 Xt 3 4 2% G A5 /N R UIBR A, A
S 0.5% Mtk Al Je B % IR VAT AR v U 0k 0 A7 T R 4
NI JE T i RV P RE AR R T G IR U8 3 TR )5 P27 4k
JEAH 2, {3 LR JLRP 259 /0 7E AL 2 &5 5 TGFR A
KA T Filt— 258
23 TGFR 5REZMANE AR ERH MRSk
K JEEEREE Wi FER A A 1) RBRT RS
BERAR, SR, RS ARG A LIKE 53R 35% 11
FHEARJE KA G B IR Ik ( posterior capsular opacification,
PCO) , FHEATI— L F AT PCO &AW FEA G 5 K
ROLF e SN, S iR AR 1 B2 41 B (lens epithelial cells,
LECs) Y85 8 ML Ak i 45 8. LECs 38 F 7 F fitk
PRETRE I, BLAE I BEAR 5 AT DR B AR 48 N IF B T 72
EVEE R

TGFB, il TGFR, ¥ 7] 1 LECs #3k , I 1LY TGFB /K-
FEAWBEAS B ST . BME KB TCFB S LECs &
Az EMT, H56 5340 M WUSCET 4 40 i, HoAe I 452 A 2
35 PCO ML LI 7 AN FEAS B R ] TGFB
AbER LECs T 3% 3 LA 2T 4 40 B 5% 40 AL 7 7= A48 S 1
ECM' 5% % W, B KR Smad2 1 Smad3 fig A &40
TGFB, /S 40 M 5 T AL FI ECM 177 A, I fetR Ak
H TGFB/Smad 1553 /5 EMT B9 &4 . Ilk4h, ERK
AL TE TGFR, 1A S A0 EMT fhgl s , 30l iz 5 | 58
ABHIET TGFR,iES FN A T (IVE! COL 3¢ 15 -9 i L
BLET Y R R

B, Wi PCO 2594 %, (0 FHAE - ALS A R A
], BIFFT I, S— UK ME e T U/ e LECs 3451 I 175 5 40
JgET=, Chandler %577 & 8, £E 22 i EMT J I i K
LECs FP IR A 2( cyclooxygenase 2,COX2) (IR =1
fif I ZER B AIRIT G , COX2 FihFEAR, M F: 3K LECs 1Y
TERS R GE DD PR TN, 3 A S R B, kAR JE R AT
AN LECs 40/ TGFR, i % sk /b 240 Jifd 14 5 F1iT 7%
AT BB LT 4 Ak /R . k3R JE R 5. 9% 7 i TGFR, il
P Smads B35, 3 H FH 1k Smads 7£ LECs R 40 4% b
TR R Gy T4 R Bl 25 A0 K BB Y % R, 4 K A k)
B AT LA R TR B PCO, 48 Ak B 4 K 5URL AT LA 310 i
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LECs 351 , 1 Ah 40 K b4k AT LAAE N 5 — 9k g e | o] 2
R YRR B Y 25 4 A R B O I B i LECs 1Y
FERL

2.4 TGFR St A MBI MERZT 14 g ki
W HESG AE ( proliferative vitreoretinopathy , PVR) J& F R EE
LR AL 10 J55 58 125 1) )™ o I e | LA 2 7 0L D) R iy
T 2T 4 B B0 ) B i ( epiretinal membranes
ERM ) Y45 5 S50 190 JIEE 235 g 52, (1 00 W) i 98 44 37 & O
R S A R L BT . PVR A £F 2 5 Hh 40 0 i
6% I 7 (RPE) 4 AT 4R A0 WUSET 4 40 o 22 i
SR AN AN M AL B e BT 2 N AT UL T
A JE ERM N A 32200 4 40 Al 2 8 7E PVR R U4 19
EICHEEH

7E PVR W9 &ML, RPE 40 A A3 25 i I 200 it 45
+rEE, RPE Mol b EMT Sy ik 2T 2 20 A% 20 | 1
B ECM R4y, T2 527 de b B2 b2 i i
YR UG I A R e A R I TR AT AR R PE B A, TE R
ZE W I B R 2% IF R ECM B (2 KBS 1 FN
LR 2 1) B9 77 AR PVR R 19 3% 55 /K Fl ERM
TGFB M FEA T il , H TGFB, iy £ 1k 7K 3 55 95 5 ™ i it
R IEARSET ) 2B TGFR/Smad 13538 i Ak 25 L
TGFB ( p38 MAPK ERK ., PI3K/AKT) {5 5 i [ ¥ 76 )8 7
RPE 40 A9 EMT s F Pl 2R,

BARIAYY PVR IJTIERZ  inbu & BUdss Pl

PR AT AL S 35 R g A R % BRI,
FES YR S— IR ENEXT PVR A3 BV (52 0, {E 7E Il
PRI IS H HB™ A RIE S AR I A A 25
FHARIT PVR, 45 5 & B8 TR BA P T B A PVR 3 B 5 1
rP I A AR R P A R R A, B g 2 I 2 I T ek
71— 400 DX 5 o A RS | [ s, o ot 28 st 5T 4 JiE A RPE
20 A4 5 P A R Khanum 280 857 RuUiR K 5 5
PEBGAS R, 1 B B AR I N TS 0.5% kAR JE B )5 RE R 1k
B3I PVR MTE L, LM, A7 2 3 3k T it (L 24 ML ) 2
FRICHIBETTHTIY PVR IR Y7 SR I (EATF 5% 45 5 i 75 i — 25
_mzi[f&% .
2.5 TGFR 5187 M MER R LM BRREE B IR o 0L I S
AR 40 % DL B AHE T8 ) F RN Z — B IR
I A A R, AT A A PO R /) i A a i sk A S SO R B
FETE B A A RN AT A B AT AT B B ECM A R AN
BT LA T B 18 B 14 B Ik s 4 D) 995 722 ( proliferative
diabetic retinopathy, PDR) g Rk R R AR IR X
BT A AR B E MR Mate s oA Z 30 A KR
PEREE ECM HEF DA TE 5 20E e 281) 35 355 A 4 19 & 44 1 A8
JEE PR SR B B, B A £ 4k 14 A nT S
BRI E E , BE E A

PDR 3 (1940 90 55 27 4 100 785 IS 5 A7 22 N B A R 5 1
TR 1) AL RS £ 4 20 M9, 1% 20 B £ 58 ECM 19 7= A4 AR
F LA 4 40 g T 4 3 MMP2 il MMP9 , H BE 2 it
P Rz 40 T A I B 5 3 R 4 & B A K R G0 LA N B
H: KA F (vascular endothelial growth factor, VEGF) , 7%
TR A A R P VE 2 1Y TGFB £ PDR i &
AHEZAMEN, PDR B BRI TCRB, /K- IChE R
BEE . PDR K41 #rh  TGFB 5 VEGF =4 % 4]
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AHIE, FEBR TGFB By /N ELR B HY PDR R B 73 #r 22 i T
VEGF S50 L4 AR 1l PR 2K P 35 g 72 £ e o2 P8 A i
(TP UR

AL OO CEEAR R PDR 1 E BRI ik,
OB R B B LA S M A0 I B2 ] [, X Rh iR T
TP T 50% 1 5 e R AU S . 24 PDR
H0 BRI T Y O i i T 3 B R A i 2 A R R R
GBS HECBRE T, U AT B A BT BR AR AR, B
PRI N TEST VEGE 25912 I8 AYT PDR 51 Y 25 BE/K
J i — 3R 7 7 58 X R W RE RS i 1M A5 A OT 5 S
A TR VAT BB I A R P R 2
B AR, 42 2 A WL Y SAE BB 90 1 A R R R
TR, A1) 240 B 396 RS AR M A 2R o m] TR YT B
BEAK
2.6 TGFp 52 FRMEXEERTY  AFIWB A5
AR P ( age—related macular degeneration, ARMD) BEEEFE
55 % U4 b NBEDS B i) 2 A IR AR 6 0 B2 7 43 oy Tk
FIR PR WM A 8 4 O M 35 5 A5 M (wet age —related
macular degeneration, wARMD ) [ 4 AIF 2 Fik 24 JES B A 1l 4
JE 1 ( choroidal neovascularization, CNV) , 3X 26 3 4= [fil 45 28
% Bruch M AM IR I, & A28 0L, I e 208 WL
LT 65T £ 2 A B SRR A I 25 4 A B B
Fa G SO, HARRIEAE T 45 4H A A9 3% 58 A= 1, A0 46 A
Z RN RPE 40 (0 | 5 W 41 B | B £F 24 41 i A UL sl £
HEANM, FAR AN A P AR AE A PR AR EAE
SHECM KEFEM

B AR MLAE TR ] S B 22 S i 20 R ST 24 4
X AT RS LT 20 240 1 Y 4 B IR R U, 3 S 2 i 7
A ECM, JF7E LI )2 1 38 58 AT 7% LA 55 70 50557 A2 B 241
g1 wARMD B B K TGFB, B & H 48 1 TN e R 3
i, B TGFB 7E wARMD % /4 % J st Bt rh R 45 AR 7
f£ ARPE-19 4 g, TGFR, {2 #E 40 My 1 A I 3+ 5 1
A1 COL 1 FN (Y35 10730 P ot 2 10 X6 1R 190 27 4 v
4T A2k B AR Y . A, TGFB T & AR L
RPE 4 h i EMT s 72, JF AT AR FH T WLEF 4 51 40 it DL
HEH LA

A PR 1 ABT VEGF 258 9 i F 4128 wARMD )
—LRIBIT T FE, FEShY CNV BRI | B 75 4 56 21k 8
A b % T BRI T I HL A 2458 ) il 48 2B i, 31X —
FLRRIE AL A T fms B 2R B 1 R STEL
E10030 ( ophthotech ) & — 40 ifiL /M i 37 4 K - ( platelet
derived growth factor, PDGF) F 3R £ — L& K, 76—
i R L/ I3 b A0 L 53 P 5 2Rk 3 hT, 5 E10030 K&
i AT 2125 wARMD H % 62% B9 )1, H GRIVER . 5
AT, 1 -Wh A 2 45 2 7T 15 wARMD AH 3G 1Y 57
A VAT B, X 40 M O RS | B R AR R, 2 5 O TR
CNV & A i e ke = 2245 AT A I 5, 2 VEGF \ PDGF | i
LA A T
3 INEE

TERREWME T 42 AR, B —PHEEM AR
B2 b A, it Al ek 1E H A SUE B R N K R 32 i 4 2L
FIPIRESEREME AR, YLK ER A IS I, L B B 2H 21
1652 O B W = A A5 3 21 Ak e B R 2 e L
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JRET AR R ECM T TGFR J H R Ui (553 B 7E 47 4k Ak
MR R P I R A O, A 2R AR AR AR
A HTBOR B G T | B A2 ) TR SOR B A W A e
FGETEA AR X T IR AR ET A4 A PR VR T —
SPGB Ay B DT 45 S B UG A R AR
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