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1. KEZM

o REER RGN T 5 M T AR BT G HR A /NG 0 A Ak e 3 AR BR G R K o F IR 26 . SRR B A R A 4R AL
RS OCHER R, T 3E 15 5 A A% R (deoxyribonucleic acid, DNA). 2 R AR B 03, I 54N IR DI RERR T |
BRI RAEAE EOR, s/ N R ST, AL b, HefbAKEF B2(transforming growth factor beta-2,
TGF-2) {5 5l B2 IR s /INR T difb 0k 4], IF5 288 Wnt (5538 % . Rho % = # R I* 1F i¥ (Rho GTPases,
Rho GTP) il #5538 AR, FLRIEHEAMAISP LT (extracellular matrix, ECM) 57 TR AL 4k ALtk J2

2. EM5 LI

o BEAEWFSE CUUESE, /INEIAFHE Ak 2 5 7K A1 52 BH R R T 1 (9 DG EE AT, (HAE SR B R 2R 2Z I 1 R G BE R I A TR 57 o
ASCAERAG UG FEA b, P85 T AN . BTN . 18 M S RE AN B W IR 2 E] A AR T, JF oA A B
R, TE BRI o EEXF AW, A SN HAEZR A B Br] e A S VR, SRR AR W23 B
T

3. B EuE

o ARSC NI AR A 38 T /INGE 2T 2 Ak AH O ) S B LA PR 55 5@ %, N e SR I 2 $2 40 T B8 I B ) B e
HEZE o W REGALTT T, AN SCHE M DAAE 2 /NG ) 27 24 A Ry 80 09 T TR0, R T ol 324K (sigma-1 receptor, SIR). i
25 S 1(checkpoint kinase 1, CHK1) Z587 240 T4 8 . iR B S5A B FHESIPTLF 4 S HETR T RIS R E , i kiR
LIRS I ) .

[ ZE] TR & PEF M 8 JGHR (primary open-angle glaucoma, POAG) J& H i & Bk A al i e BB 2R A, HR N
J£ (intraocular pressure, IOP) [y 5 # F+ = Je A EE A G R 2 o 7 TR A 00 /NG I 3 42 02 B 7K 41b
T FEGEEE, HE R SRR B2 OCHE . 1E POAG W FfEH, /NGE R iy #EAT VLR 4R 1k A
R EE K BTG . 4k | A& TOP FF2e M R i FH i A OCHE BIA T . TEF LI ELIRE T,
INRMAL R AR . E IRETRE S A B0 G W 20 M) RE R A RN ECR R, B /N 4
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ES::35))

WML (extracellular matrix, ECM) 0 FF4E ERGFPE U8 . 4K 2 53 K BELH OF L S8 1OP F542.57
W . bt R, A eA K T B2(transforming growth factor beta-2, TGF-2) ifi % . Rho ZK % —#k
M2 I 1 1 (Rho GTPases, Rho GTP) i #% 12 Mt Wt {5 51l S5 (L T AE AL A5 S iR AR 95 s . M T
— DI HEE . AT L AR5 Sl Bk 45, 2E— e Bk ECM 3 F1 A S W ORI/ R 200 L )
N R -[0] 78 it %4k (endothelial-to-mesenchymal transition, EndoMT), #2248 i/ NGE R £F- 4k Ak & A=k B 1Y
TESTERH . ANLEIR R GEHBESS 1 F R OGHR /NG 2T A A e (0 B A B~ BRAE LS H
W R BEAE ST EE AR 01, /N LA AT OCHOR IR PR B2

JERPMEFF ARV OCIR s /NI s S 4ifl; AN TGE-2 558

[hE4ZEES] R775.2, R364.3 [XERFRRREE] A

SIRAST: §175%, H0E, Mm L. I A R TT A B 75 R b /NG R 21 e (3 31 A= 5 20U 7], R B4R, 2026, 41(10):
866-878. DOL: 10.12419/25080503.

Physiopathologic and molecular mechanisms of

trabecular meshwork fibrosis in primary
open-angle glaucoma

HU Ziling, CHE Yutong, YANG Yangfan

(State Key Laboratory of Ophthalmology, Zhongshan Ophthalmic Center, Sun Yat-sen University, Guangdong Provincial Key

Abstract

Keywords

Laboratory of Ophthalmology and Visual Science, Guangzhou 510060, China)

Primary open-angle glaucoma (POAG), characterized by the progressive loss of retinal ganglion cells, is the
leading cause of irreversible blindness worldwide. Elevated intraocular pressure (IOP) remains the primary risk
factor for disease progression. The trabecular meshwork (TM), located in the anterior chamber angle, serves as
the primary outflow pathway for aqueous humor; thus, its structural integrity and physiological function are
crucial for maintaining IOP homeostasis. During POAG progression, TM fibrosis acts as a key pathological
process that impairs aqueous humor drainage, subsequently leading to sustained IOP elevation. Multiple factors,
including aging, oxidative stress, and impaired autophagy, contribute to TM cell dysfunction and loss. This
triggers the pathological remodeling of the extracellular matrix (ECM), which obstructs aqueous outflow and
eventually results in pathological IOP elevation. Furthermore, several profibrotic signaling pathways—such as
the transforming growth factor-beta 2 (TGF-B2), Rho GTPase, and canonical Wnt pathways—are significantly
activated. These pathways form an interconnected, self-amplifying signaling network that further promotes
abnormal ECM protein deposition and the endothelial-to-mesenchymal transition (EndoMT) of TM cells.
Ultimately, this cascade establishes a positive feedback loop that perpetuates TM fibrosis. This review
systematically summarizes the current understanding of the pathophysiology of TM fibrosis in glaucoma,
highlights key signaling pathways and emerging molecular targets involved, and provides insights into the
development of novel anti-fibrotic therapies for glaucoma management.

primary open-angle glaucoma; trabecular meshwork; fibrosis; oxidative stress; TGF-p2 pathway
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it & PR JF A B OB R (primary open-angle
glaucoma, POAG) /& dx % WL A5 GRS A, H %
LA — 7] DL eAS 1) £ 6 P 22 /& IR N (intraocular
pressure, IOP) B 5% Fhr o A7 T IR HT B A9/ NE
P AR R B L, Ht e i R
5 K BEL 0 35 i J& POAG & 9 AL il 11 56 it
KE o IR YEAb & — RIS 2% 1 B s A
Yo B AR BLE AR /NG 0 40 G Y AR AR N S T L 18
P ARE 2 I DL K 4 AL ] Wk 1) i A0 A8 S PR A T A
BEAH EAE T, AR /N 92 50 40 i g P B -] 7 o e
1t (endothelial-to-mesenchymal transition, EndoMT)
22 B WL 3h 2B B M 4% (cross-linked actin network,
CLAN) IR . £Fi# 8 [ (fibronectin, FN) £F- 4
A A M A FE T (extracellular matrix, ECM) & [
(S5 R A RS/ N R 41 &
TR L, —L 520 4i 4 G A A 5l
%, kA K K B(transforming growth factor
beta, TGF-P) il [ F1 Rho 5 % — W ik It 11 I (Rho
GTPases, Rho GTP) il J ) #7% | 12 S 51#77 T/
TR £ e 0 25 FRAE BRIR T o WFSE /NG I A 4
AAH 5 B 95 PR AR B o A8 K o IR ML TR A
P POAG & ML A7 B 22 58 Lo H B BT X
POAG [ 2541 Pty it 3= 22 £ T /D g 7K A il
RN o 2 IR RSO ) A Y B K L TR X
55 /K51 B4 AR A2 R /N G2 I R YR 97 5 i e AR B
530 4y 3 &, 0 )5 8 Rho i B (Rho-associated
kinase, ROCK) 1l ] 771 A] DA 3o 98 15 /)~ 2% XR) 241 e -5
PR EE AL, JkA /N3 ECM TR A5 i A2 4 hin /)N
AR G K AN, AL A 3 S 3 R A
TS SR AN RE 300 7z /N T I £ A Ak LA B i /N R ) T RE
(1R 2 s v e X i o =0 S W e 07 N = N e VA AN O /1WA
LA 258, X SEIRTT RN 25 i R ok
X 7N ) 21 A A 1) PR A PGS R R OB 0 (5
A TIR AR

1 POAG HY/NE W 4L BB AR I
=M

/NGER ECM 2 H 445 44 2 (1 R R 25 4 2 1 4
MR sh A M4, HOR A SR AL R S8, IR
INGE AR B Bl B AT A BRARE T,
/NG A8 S 6 — 2 &R 1 ECM 4R H Fl ECM
MR, FERLT SR E AR (matrix

metalloproteinase, MMP), L 3Z £ ECM 4 #7 £
S, TAE POAG WRHERIEOL T, /INFE 4 it 1) ) fig
SZ AR R ) D B I T ECM R 18 ok R G R
S O T e e S e TV A 7 B 1
Jit & F IV (collagen-1V, COL-IV) #1 COL-VI, IfiL />
M Jz W 2 H (thrombospondin, TSP) Fll£F 4 L 8)) &
[ (filamentous actin, F-actin) A3k FiE, X3t
N AR R8I T 2 = 5 /0N W 4 4k 4k
SR

FE/NGE ECM B B E S b, PN AT
A n9IE R 5 22 3E VTR S 48, #F ECM & 1
DIRRE FE 2 5 98 FZERE ECM 145, Jii
FN Ji £F 4 (72 it 2 il COL-IV A LN 45 HAth
LR (A ECM BT, Ik BN 7275 JEHR /N
LT AEA i R & R R B E AR PN
FEPIAEPEPE S VI E ¥ 51, EINIA 2544350 (extra
domain A, EDA) Fll EIIIB %5 #4) 38, (extra domain B,
EDB), EHAWFSEEH, POAG JR R4 14 T /N g
4 Hr FN (%) EDB WE ARGk K7 W FEAR, Wl RE
S50/ INGE ) 248 L I e T A2 A DA SN ECML S
DUER; T EDA MERYZRIEACE W B 238, #okh
A AL HE/INZE N 40 Y EndoMT™ . 7E EndoMT
SRR, NN AR YRR, A5
Fibr EYAFE o F 1 WLLEI & H (alpha-smooth
muscle actin, a-SMA), SMAD3 & [{ (SMAD family
member 3, SMAD3) & RiBI N, mAH e hH
A WUSET 4 40 MO RE R i Ai i, 2 n AR 1 7%
BR, A% T B A A 4 R R L T R 1 A A
T HE—EhR T ECM B A IR W /N R 20
JHEL RN S5 g e S P e A S U K R AR, BT 2 3k
1OP S Fhir, H s & WAL N 7 0 38 hnmT i
— 0% TGF-B. Rho GTP fif . £54t Wnt {553
AT, SRR NG R YA R, T
BHE ST YEHR NG A ek 2 A . KR Y IE I
BN

2 IZNEMAHKNEELRERHXERIE
HIEEE

2.1 F|HNHIBNREMAENHXBEBER
H #3382 BTSN, 2RI AN R

PR, WAIEE SR AR SN BRI IAE T8 1 B 3 R ke

ST B /N TR ) 2 2 i 3% P 48 (reactive oxygen
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species, ROS) 7K -t 2& B4 i J2 /N 5% ) £ 4 £k i ¢
B A IR /N 40 i v S R ) L
SIS, TR % M LB 8 1 4F
g4 Ry v I (1B A N A TR O e S DA 2
PR 25 A4 A I o ] B 2R A R s 3 i 1 /N % Y 44
MEAT ECM H FN B ZEHERT, X B8 09 26 R
FHREAS 7 40 Mg ) 25 [ 0 S 93, 805 7K
B3, HAh, s ERE AT R, &
A6 R AT R NG R Hh MMP2 ) Rk, D
ECM % IR ff, S5 ECM MR BETERL R, &
SN N R LT A R

BRit 2z Ah, A4k WA il i 2 5 o 1 ML
DK By /N D 20 B A5 05, DT B /N B I 41 A £k
VEFE . ROS =it 2 T B0 S AL N P B TR
i 48 % BE 4% R (deoxyribonucleic acid, DNA), #
15 RN g T ) A AE B 0, = 30N R I 40 i ) g
RS TS 2. BOGIR By . K /NG
RIREA T ) 802 B It 48 5 1 (8-0x0-7, 8-dihydro-2'
-deoxyguanosine, 8-OH-dG) ¥ Jil (DNA & fk #t 1
BItnEY)), P E AN T BN 2 M4 fE DNA
AL, ROS S Ak /N2 190 41 e A Py R —
EAL AR, SEUNE AT o e e,
BRI Z A, ROS BIAFFEIE S 4k A MR b ok e E 47
TNE SRR T RE AT . P T I 3 4 B
1 g 3 AR Ak I ] T U N R A B s>, DA
J ECM G5 F o+ L £F A P EE A o

2.2 KA INBEMRRS R ME SN M EHFIE SR
) 448 B =

FOGHR B F R /N M AN, A S 3 Lohs
B D . R R IE R 4H (mitochondrial DNA,
mtDNA) J7 51 248 Al 2 it 28 14 . Gk (A e it
BEE AT ShEe s w UL IR = #5812 (adenosine
triphosphate, ATP) AE JiJi /> . Bt 46 AL 2 BE i I B
/INGE [0 20 fif e B HE B BT S A R A4 B ek 2D A
mtDNA $RK, $&7n/NGE R 2 2L i) S8 A0 0 e Jin
/INGE 1) 40 i 4 R 2 BE I F mtDNA 453475+ i
HEAE T 1 ROS 51K () mtDNA #) 4 51 3
BEAF R AR R, B L ab i ROS Y fE
RN A A, T RS kLR T
RE B B AH BN ARG 3R . BRI 28, 7E™
AL AR PR T L /INGE I 40 i 2o A 5 A 28
AR JI55 30 375 4 % ¥ £l (mitochondrial permeability

transition pore, MPTP) FFJill, 8L AL A i 75 1
B, A0 B RN AR R R S i Ak, T
I A ¢ NP IR R AT, IR
PTG LA L BT I K A T (caspase-2 F1-9) 45
oA G HL I, A2 5 B0/ N G2 I 41 A 2 R AR
A T

i N P AN NN S YA LS AN
I B fs 5 45 A 40 4L ECM & A4S 2k My 2 (8] A7 7F
055 U SCHK ,  1E 5 Y 220 4 I 10 B g fig 2 fR s
ECM SEH P OG5, )RR fs W 241 J2 m {2
A AR, AL AR N SO0 2 £F 1k 2
I B S | 175 ARE e FE Ao IR MMPs LA
S MMP 24U 7] i) 5 02 iE ECM A5 SR AR
R WFFEUESE/INGE W i 2 b AR AR | SRk A
HLVE R . ATP P2 A= A A ROS 33 FE A W BN
ZE % ECM AH IR 14 1 53 s Fak Ao, i bl
T 4911 B & 300 B K R ME BB 1(cyclin-dependent
kinase 1, CDK1) X 5l 1) 28 7 4 4 A% 355 72 D) A5 S0
V7N ) 240 B R AR 17, K R ) e O ek 2
ECM VTR, 457 /)N 2 X 2 A4 Ty e B 5 X ECM
T FIUURR A/ INGE R 2T 4 Ak B T A A 0B A 1O

2.3 RN RS 155 & /0N 3 ) 4 Bf T BE BE A5 A 40
BURAT

WSS BEZA b E AR, 3t
T Iz, AL EE AL N TE N I 45 e 2R AR 2
EALBR T EAREF &L, RBERTS
AR &0 B E N B TP LR PEEL N BT R
RS SN M. 75 POAG )
NGRS R EOKTB e A P 5 R
WA B EL, 3 C/EBP [W Y& H (C/EBP
homologous protein, CHOP) , BY$%#I X & 4558 H
1(spliced X-box binding protein 1, sXBP1) FI A
45 8 H 78(glucose-regulated protein 78, GRP78), &
7R S 5 S /N S TR 0 PN B 7 S %
PR BT I S OIRAS TR, PN I A A 5 R TR T AR 4k
R AR, e SRR | MPTP JFik, 5l
AR 27 AR I o o i R R AR T A . i R
—ZE ROS R, nEE AL, TR B
AR S DAL @ B2 TR NN R ¥ e e
HEEIRER , A SEUNER T, fl
AESE R, /INGR A g e PN o X T R
SR H T 4(activating transcription factor 4, ATF4),
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R IN/NGE R 0 ROS /K-, 1A ATF4 3%
IR DU B AR A AL P ROS 7K JF i S8 A I 075 S 1)
NEAR T, $Eo8 ATE4 A fig 2 /N 52 0 4 it
HR S % DM J5 X i R R 4R B i B S 11
BE— ARSI R, M ATF4-CHOP i j# fiE
AT R AR = IR /N BRI IR N, LML T R 5
SEfF N BTN . R ECM 2R Y IEH A LAl
Sy, SRR ECM S UG 5. ATR4 £8
R AR VAR A G AL AR AR i — 2P
5%

C A WF 58 SR AR T 45 /N B2 0 200 i P J5 1) 1z 35
TEI RN 2 etk b VR . W3h E-TT8I IR R
Z & #Y 2(prostaglandin E receptor 2, EP2) — J1
T 38 1 P4 1 1 R (cyclic adenosine monophosphate,
cAMP) # #1442 T 9 p53 F 1 (cellular tumor
antigen p53, p53), M ITHSHT A BT R LA T /N2
MIZERLI T, S5 — M T TGF-B2 (5%
COL-VI. FN #l a-SMA Ky i1 ECM 3 BE LR,
FVBAE BT 2R 4E A RO FLEAR Y 231 L] i fr
— B, LA E B A F IR (epigallocatechin
gallate, EGCG) . 2 [ /1N 22 19X 4 i 1A J5 I o 385 s
EW ATF4, #YKFE 70 kDa 251 (heat shock protein
family A member 5, HSPAS5) 1 DNA i {715 5 ¥4 5%
+ 3(DNA-damage-inducible transcript 3, DDIT3)
(IR TFOEHE /N A ML AE TG, 3R HEAA 22
JINTZE ) 2 L R R ) 7 SR A ) T
BT I T /NG O 240 A N J5T 9 i BE A 5 Bk . ATF4
1 CHOP 45 4 Jit A SC 28 Ty 3R ik, ikl 1
TGF-B2 ifs 1 ECM LRI a-SMA FikFHEr, IiE
N RS e N L B A (2 e

24 INERMAMEEMEREMEENLEHFMKX
TGF-B &5

AR, /NG SE A R IR A A A
% -1(interleukin-1, IL-1). IL-6. IL-8 Flff8i £R5E K
F a(tumor necrosis factor-a, TNF-a) %5 & 4iF [N 1,
BS54 ECM RS a5 oK it th o i e
HOGHRIEHLAAMT , /NI AE PR P g i IR
Zo i 9 E A 0 40 1 A N B2 AR K AT (vascular
endothelial growth factor, VEGF) . IL-1p. IL-2, IL-3.
W 2 14 B %6 B 5> F -1(endothelial leukocyte
adhesion molecule-1, ELAM-1) 15 . 3 F&, &
TR R SN 25 75 TR /NG R 5473 1) 2 9 1ok # )

JINGE R v )P P A B B A G RR TR R SR
FALR R YIAIOE, ROS 7K T AT 3800E /N 38 k)
41 i H R 4% 5% 5% R F kB(nuclear factor kappa-light-
chain-enhancer of activated B cells, NF-«xB) i& 4%, #f
M€t ELAM-1, IL-la. IL-6 Fll IL-8 45 R AE A1 it
MR, HRAEA T IR IE N0 AN 98 5 A0 A R 2k iR
T Xk — 20 R A B, (e /N R AR R T,
& LT Al o AR P R L)

o e N B I AR, B SN AH DG A2 AR B T
&, AA 3 — RNV RAEA A 515 FE g, Horp
22 Z4 5035 46 2R H P (mitogen-activated protein
kinase, MAPK) {55 {18 1o 3 7% % % K ¥~ NF-xB,
Tt Z R IE A B R . ST AR, AR IL-
1 JRCAT S S N /N R A il MAPK (19 7%
PE, WAET CHRRIEA/NE I b, A [FRNT 2%
PSP WL T, PR OGRS EE S5 T
149 /1N % D) 41 L P MAPK A5 38 B 7E 98 9 1 24 T
REPEREAR . [AlI MAPK 5 5%F TGE-B/SMAD {5 5
R MHEER B2 TR, HE5RA TGF-B BI1E
Tl HE ECM B LR, Sl ML 3h 8 A
B SR ST S AL TR s N % 0 4 Ak A6 RN 75 G IR 2
U BRibZ Ah, SeTE M RAE S5 HOGIR
INGE AT o A BR . AR,
LR # E BrK R AEAE TL-6 155 S 1 VEGFE ik K
IR, T VEGE M 3R1A 2 515 5 U AF 4 4 i
B, X —IGPER, 18 AE I P B AL R0
P2 20 ML) EndoMT 7E /NG X 2 2 H F3 21 4k
h R VR

2.5 BMESRIERT/INE ) £ e AL B I R N

P 2 00 S R A T A i 1) i A A
FE, AWK W L35 P IR A SR Y K 75
FIAZ 100 A0 L e LA ZE R A AR 2 o W LR B AR 1
RN R AR, 2R - A O B R
H, 135 p62 f M (sequestosome 1, p62). HLEEZf]
21 % M il B(cathepsin B, CTSB). {45 #H % & H
1A/1B #2%% 3B- Il & (microtubule-associated protein
1A/1B-light chain 3B-II, LC3B- I ) 1 p-2{= L4 1F il
(senescence-associated (-galactosidase, SA-B-Gal) i}
RIXKE A, BaRERCRAE RS RS, NG
158 241 i, Y Wi g M R T BR IR AR AR . BR Ut
ZHh, T OLHR A /NG 0 20 A A P A R
S5 AR RE I JR A R, AR v AR X
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2 i BE AR R A S B A 1 BRI o R A
S A WA BT, S REBR A Y
AMALAs, MBGZRiAR i RN, X2 T
L ROS P LEBEAN, TN /NG ) 4 i 2 A T
RE A% ) M S B oA s

Btz Ah, /INGEAH I b 3 s A ) Zh g
i B B 52 e /N BRI ECM 9 B SR R BT
ECM £ F 19 73 i A UK AT MMPs, #5873 [ fift 14
ECM Ji{J3 30 W] 38 428 240 B 1) 7 Wk ek BOE FH 20 A 4 i
PRV AR DX %, T I 0l 78 il R 2 4 P il 5 4
WA o DRI 1 Wi AR 2R 0 1 D) RE R T4 S 3
ECM #H F Y5 bR 32 BHAN S 0 ORR, kTS [ 5K
T 2B, bk NG R AN, A
ERWIERT, A VRS 5N R 4 0 T
HIAEAT A o AH T A WA 57 3- FY R i e BH
AREAIE RS, /N R MMP2 B2k 1E i,
7T 1) B T 2% G i |9 e DU [ Ik MMIP9 119 %3k
I3 1 B A 2 2 HLHI HE AR (mechanistic target of
rapamycin, mTOR) 5 5 % T 2 M % . mTOR
T 38 B Y 0 T2 F MMPs DR IR0 B £ %5
fitg I 8 7% ¥ (urokinase-type plasminogen activator,
uPA) WERIK,  DATTTHE 5 /)N 58 50 41 i ) 1T A8 BE ) -
IR I AR P /N GR  A0 A R B O3 A, Iy
WK ALLF AL 7, HEZ/INGR M 45 1 g PR
SRt DL ESPREER, EAHURET, NREK
Y i W T BB I JH T MMPs (1368 R BT R
YER MR IR, FLDh e dk e I 4 2k /)
PRAME TR S0k, REBA bk R,

WAL, T OCHR /NG ™ 4 Y Wi Eh BE 52 30 5
Wi N Al COL-1 4502 21 AE AL 2K 1 A9 FEfife , T 7 44
PR R AR SIS R v s /NG P AR g, ] e e
PE R E PR REAE, R 2T 4R A5 5 TGF-p2
Vo B/ NG R YEAL SO, e W] 5 20 i H WA
Il A /N G I 21 AE A S G IRIAR YT TR RTETEAE .
151 G 3 S AT 5 2 B — FROSUNIC L 30 A0t =X o
/NGE ALY A WA A R A, T A AOEER TGE-
B2 (551 T/ N4l $em HBT N LT
AN R (S

SR, SRS A W W OO AT 4 T 4ER NG
o 240 L 935 ) S P0RE, (HER SRR GE T AR
— S AT TRE P A UM LT ALV o X AU
EZH TGF-B2/SMAD il 4-: f/NR R 20
H WA, 244k 1 & & H pSMAD3, a-SMA Fil

EN R IBACFREAR, ZBLAR A # SMAD 3 1 #%
M A4 1 790 T b BT BELIBT Y A BT R, A
W 5 5 WA TGE-p2 £ 5 38 B i 6 935 Y F——
TR T 2 R A R 8 B SR R A 4 i 571
(bone morphogenetic protein and activin membrane-
bound inhibitor, BAMBI), MIfij}%5# TGF-p2/SMAD
w e, BEMHES /N il A,
F I D) fiE Fe 7% 0] iE 5 £ BAMBI - 34 Il TGF-
B/SMAD {5 5L ], X RUITEREEFMT,
I I ] E A 1o 22 AP HIL A R 4 Rr MUICK TGE-2
AL RO P H, XN 2T
ALY 2R HA XU v, HAR 00 m] REIGR T
PR AN [ 52 J I B LA B W 2 98 1) AR B

3 INEMAHELPHXRIESEEE

IINGE £ YE AL IR K R R v R 22 45 A AR
W, ENHEACS, MR R mEmgs, It
[R5 T /N A g T AL | A 2R sl
AR . ECM [ BiPE 35 90 55— R 51 /NG () 41 4
A HAZ U B A BT (] 1 Ak 1),

3.1 TGF-p2{5Si@ig

7E POAG & 1 55K /NG ZH L, TGF-
B2 K ik K F W% Jh s, TGF-p2 il it SMAD
AR PR (&R 1R) M AE SMAD £ AR i
P AEL MR RR) M A NE TS, dEimk
AR HEALVEN . TR S5 W RN R -1
(endothelin-1, ET-1), ®% g Wt Wl B% 3-F W
(phosphatidylinositol 3-kinase, PI3K)/& H ¥ M
B(protein kinase B, AKT), Rho GTP [if§ . 4% 4f 41
AU K (connective tissue growth factor, CTGF)
GZMELFAEALIN T, TGF-p2 i 1 B R fh i s H
TERY Janus #F 2(janus kinase 2, JAK2)/{5 555 5
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Figure 1 Key signaling pathways and cytokines influencing trabecular meshwork fibrosis
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