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Abstract

e Glaucoma is characterized by optic atrophy and visual
field defect. The pathological elevated intraocular
pressure is the leading risk factor for glaucoma. The
pathological characteristic of glaucoma is apoptosis of
retinal ganglion cells ( RGCs ) and their axon loss.
Changes of the amounts and compositions of the
extracellular matrix (ECM ) play a crucial role in the
structure of trabecular meshwork, lamina cribrose of
opitic nerve head and the apoptosis of RGCs. The
expression of transforming growth factor-p2 ( TGF-p2)
increases in trabecular meshwork and aqueous humor for
glaucomatic patients, which leads to elevated intraocular
pressure by secretion and accumulation of ECM. Elevated
intraocular pressure causes changes in ECM of optic nerve
head and retina, resulting in blocked transport of
neurotrophins, the high level of matrix metalloproteinase
(MMPs)-9 and low level of laminin respectively, which
eventually lead to the apoptosis of RGCs. Therefore, it is
important to understand the relationship between ECM
and glaucoma, which may provide a new direction for
glaucomatous pathogenesis and therapy.

o KEYWORDS:. extracellular matrix; primary open angle
glaucoma;retinal ganglion cells

654

Citation; Pang Y, Yu L. Effect and current reseaches of
extracellular matrix remodeling on primary open angle glaucoma.

Guoji Yanke Zazhi(Int Eye Sci) 2016;16(4) :654-656

HE

T OCHR I — 20 DURRAIE M A0 P 25 25 47 R0 7 e 40 oy 4 [
TEFBE , o B R s 30 8 E 2R R R L 0
2579 ZM M (vetinal ganglion cells, RGCs) /1= M HiAh 58 % 2k
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B2, TGF-B2) i, 51 ECM 4313 Jin Ak A3 S BOIR & 7+
R RS R 23k ECM AU/ s | 51 a2
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FOCIRJE 2 BREE — KEBCH YRR , DA TPE A b 2845
SRS Bl A = BRRAE , AT S O A T e
FOEIR A S #2592 1748 F RGCs AT A= IR FE X A~ 32
BERIN R . HATHF I IESS, 5 6 HR /N G2 R Fy B J
FL 3k AR A5 FA A el AR | HRL X B 22 715 4 Jfd ( retinal ganglion
cells, RGCs) ## 1= 5 40 My #F 3 i ( extracellular matrix,
ECM) & ML/ AR (b A — 2 6B, ECM 2 A7 7E T
YA 2 (B A S A RS A, EE AR BEA EAR
PR 25 B O T A T R 1 A 2 A ) R
¥, 42 5 QMR G5 | ik 55 A B R R e R
1 R A A AR B SR BT R . ECM B S AR 4
1) 7% Ak 52 Wi 5 1R 22 40 i (4 DI RE , ECM 7 22 19 1 43 1 T4
iS40 415 ECM AR EAER , Bt et i
AERFFT R, ECM $ 45t 1) 2 R 5 0 908 42 200 Jfa 1) 26 A7
Titie, & GHR RGCs P8 T 5 9 L & IR R 15 3 19 RGCs 4
FEI ECM 5y 8L 2 VA G . 75 6 HR S 300 W i ECM
IAREE R BEIR , ECM 228 7T A IR RGCs 415 41 it =2 7]
K5 ECM Z A AR B AR, N S8 @ =, 1F
WAEDL T, MMPs J H: 2 21 AU fl il 49 (tissue inhibitors of
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metalloproteinases , TIMPs ) 41 H./E 1 , S fif ECM #Y-& i 5
Vs, 3T P-4, S50 ECM TR 5 H R4 5 M it ek 72
Bl ECM E 8, —Leiff5 3R] ECM E 8, WG 1 1
IV.TGF - B M1 MMPs J% TIMPs %5 i 4% (i 45 k7,
Hernandez'® Ak 5 I J08 I 240 B A Ky — o G e 4 if 22 15 3%
— 3 AR, [ L M o 0 0 v R BT S . Yan 2509
RS ) BT B B A0 M 7R A MMPs, /EFH T ECM E ¥,
TGF-B2 EFH IR B E/NERN Mgz kXA L H
AR T B IE R R A M & A — R 3R T G HR /N
22 23 ECMAY B AR R 5 | R 40 o 22 i 58 i e
5, SHE L E T T #ZFF RGCs WP, ECM &
5 R T A R OEHR 5C R % U], 3 AR R AT 21 Ok B )
e, BLpt ECM 5198 78 JF & PR I £ 75 6 IR H B 78 R A
—LEik
1 ECM EEE/NE WA hpy{EH

JINE O S /N 240 R 00 B /NGRS A 9 TR &%
¥, pokamad /NGRS 3, B /K 5 i i 5 15 1 S W)
LRNE K, IEH ST /NI ECM AbF AW 7= A F
A7 10 Sh ATl , 445 B /K A1t 9 2E % BEL 7, 4o AR e 4 7
—EIEFVEREIN, KM EE ok AN T/ N R EIR
JZH) ECM, HUTR Y ECM A R4 B 2 B B4 8028 R 52 /)
S 10 I HIR 4 A /N T 5 K1) S W 2R 5, AT 5 T IR ) AR
b TR ETT A T G HIR 5 e B2 A o 2 B . L/ i
AMMARTE eV, NGRSk 3R IR | R HR AR 2wl A B, /N
L XA S S ERYCRY R ITE . R A MAE IR
BB SR A A i AN B, (H /N2 R ECM Y 5 B HE R
T BELHE 5 /K AN, e HR T T 5, i — BIL R 3 M 15 5 10
F AR oK AN BB Z T /N /NG ECM B9 Rl 43
NS B B AR Al 42 52 i 21 /0N G2 P HR A8 R /0N 38 T 52 1) g 7K
HRBH T

SRR APEFF AT OCIR A Bk b & B TGF -B2 Wk
TheE /NG R e AL ECM 3 IS TGF -B2 W ¥ TH s A
X TCGF-B M — A EH B RN TNEERS &
55, RE R s /N R By K S E T TS Y AE A
B 2R TCF-B 15 55 ECM 433 B 3 Jin A
WERR P4k, AN IR/ INGRI A, S B3 TGF-B1 FiI
TGF-B2, %1k TGF-B ZfR™ | JF &AM M AIE YR TCF-B
FUE IR RES /N ECM HEFH, X —RIR1GRR £
AN ST B g /N4, TGF-B2 T, 7] &
B aFRE, A ETD I, V VL EMEEA, bk
B AEEA N EA, MY EA -1 % B8 T
/NGER ECM 53, I BIAIF9E 3B TGF-B2 1E T /NE M
ECM & i B 4G 45 4L 4 K 1 (CTGR) #3511 Ja
SRR, 204 A ) B e DL 2O A -
FEUEER S ECM 2R 46557, = BEE 1LY TCF-B {5538
it FiF CTGF AR, S EUILSIEE 1140 At B 28 A0 BB A 56
B ECM £F4Ef38in, 7E 00l B £k CTGF (55 R /N
FRAF 7 P & BN BRUHR T, A e gl o8 5k CTGF
o B ek /N B LR AE TRU& P £ 8075 G IR R AE B 3h 9
FEHUTG vz B, 7 BN GE ) K A1 3 G ME AR AT 4
ECM, W30 & A e a3 o . X Ui TGF -B/CTGF 4 7
AO 38 % 5 | /NGE R B K AN B TE ECM HERR ) DA 51 i o7
TR BE 7 3G I, 5 R e T

Jir R MR FA T OIGHIR BB 3 s /K A 3 T A /NG )
TRAL 7R AR A A5 R R AR /NG R B R A R /N GE T)

IR L& ECM 4T 4 38 O B — SR 3t i A KO 7
PARZE AR 2H 41 LT 4R MR A ECM 76 55 & A i &= | B 1
i, B FR M Sheath—derived ” EBR | 5 i G R At 22 M 38
SFAEMFLN R P AR 2R O HR AR e 4 14 7 A
55 “Sheath—derived " B 75 /N 72 W) F5 P A0 38 0 () 50 A
K, {2 Sheath—derived " B He B 1 19 38 I 5 )5 & 1 #f 54
FOCHR BF IR T KT R A MEIT A AL R
P K AN S A8 Ak e ECM B8 R L, —Seni i tEREpL
Z WO IR HE S B ATC HIR R B DA &5 44 AN T i I 4iE 3R B 55 B
1T IR 2 453405

2 ECM EBEMIALHIRLEHHER

MR T v i, L Sk 07 A 1 P e AN A8 T | 40 7L Sk B A
ECM H 98 i H AR5 02 |, 530 RGCs HEA7 1 AN AT 3l
FER, MR SR, 5 R TR ST AR,
AR A, AT 7E I PR A 2 b & B FLSK T Rs T HR R T
BB T 7, 28 A RE 28l 2 | Jn sk A 22 i o8 ARk
AR HE I — 25 T i 25 A A 2 3L Sk T AR G 28 78 9 |, 5 1 [+
i RGCs PR T, HArFHLHIIFA 72 2 B i, (55 h 2 5l 2
WA %472 f B ZE R M A8 FoE S E . X LS5
2233k E I ECM S8 E B A,

Ji PRI 78 G AR B AL Sk T Al ECML & A S
JiUR VR T F 7R 75 G AR R A 07 M 5 TR) 45 4 % 1E H BB 41
AR EEEE R PR T F 20 T G IR 8 25 0 b AT 4 K T ARt vk
e SR R ETT M T G HR HR O B 2 A & LR
S L A AR AL TC I HES , KR, A sl 4
ZF-2fk ) B 45 4 L A T I JE VIR IV s £ JsUk P
I IR B Al ECM B8 5 30p 228 5 R 1 R0 25 T
P28 IR X T Rl 2 40 MAF TG b 225l 2 Y A &
HAY 7 X, Hemandez 25" W5 3 FH G 58 41 4k 32 %5 A TR
TP 10 S T A A G IR A A FL Sk ECM B9 & B,
W 359 J5 2 P FE AR D F5 G IR ECM % 2R T, 3= 3 R 0y i
M ECM 322 | 2L IV R I 25 1 FN 2 04 42 3 1 R 1k
HaZ e LF e W G AR AT XS M, P T
O B i S 2 O NG 73 a1 W T N = L
Ao DXRLTHE R A3 B AR 23 R M B RO R D SR BE T,
LB 7L 3k 07 ARG TR P B AR, TR, Hemandez 34 45
HR LKk B2 R T o A4 i R 5 Al 20 e A 9 5T A0 3L Sk 0 Al
ECM 598 fz v Al s it g v e S 2VE T, iidioad i 22 08
Ji2 5 Ak 3 Ak, = B B A O bR X T R I 40 i e
K, GRS AR AR, G A DX 2 T M o 40 e P AR A [, 2 ke 7
I3, Tk e Pl AR 7 R R TF i 4wk S5 RO HIE 0 e R
YRR YER ( (GFAP) RN MM H WEVEH . RS 37
P27 AN, %2 BROG AR 40 i 0 55 — 28 GFAP BHPER) A2
TSN, AL TP B Jo 41 B 305 Ak 3 26 80 0 76 I 3L Sk /i X
O A 2 I ) s A X A 28 RO A% 687 2L S 400 it Xt e
ZEEN Y DI RRIES . 7RI R TT A A IR R, I
o7 1 2 G T 49 3 el BEL L Ao 28 T 488 495 D AR a0 i 28 T 48
5200 03 A 1 Jg T 4 i Ko O A 22 i 2% L A E AR
FH, T RE A 38 1 HUAR 45 A1/ o e 28 4 22 90 B I ER 5 ECM
FrE Y RSt R R AT S S Lk TR A ECM
I FEEOCIR A M A R IE, TCF-B fF 554
MF sk ECM B2, fiph 2Lk ECM  TGF-B2 ik
Hom, vl Re et E IR RS
3 ECM E# 7% RGCs AT HHEH

TGRSR RIS % B RGCs PR TR, M8 W i ECM
HY MMP-9 35 PR35 | 5400 M I ECM H 19 J2 R 14 85 A
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D AT O R ECM & A R A0 K e I B 1
fifi (40 MMP-9) ,ECM %43 402G % 25 i, J2 R & R
15 20 2 A AR o AR A 16 (5 5 A R
F P /b B ffe 2 25 KT 40 it - ECM IBE 2R (i 40 i 5 5 R 21
JAT . PARZ 405 RGCs JH T 92 56 A5 1 % B . MMP -9 3
A i /N BB RGCs B RI/D 2 R BRI T 2R 8 A
B4 5 . BEJS ] XGIESE7E RGCs JHT-H MMP-9 %
TR TR SRR AR P R R AR FH | A 0
A, T HSE RGCs, 4 MMP-9 1105, 4% 22, MMP-9 43 Wb
HOIN 5 | AN R R, e A BB RGCs T, =R
JESE RGCs B n 3 47 , #E M I EE T RGCs A G135 17
PEIGT, [R5 i S T MMP-9 3G PR3 5, 3 — 40 X
TR TP RIRE ECM B A7 BIFGE A L0 A0 I B A B R 2
RIS B MMP-9 Eik, LIRERBEA FEMEEA
TN AR 1, 38 4 Hh A A E SR S & R A
MMP-9 (3% 1, e & S5 RGCs T2,

MMP-9 {51k (% [F B, SE80 & $1 TIMP -1 11 3% 35t 3
% SR EASEAR 22 TIMP-1 Bkl & MMPs (14 90 ]
Yy, U HIE MMP-9 , 44 ECM 19N EREE P, [A 1, MMP-9
HAI B [E S TIMP-1 340, A B F ECM PN PR35 19 SF- i
SR, A WFFEHEH TIMP-1 A #h 2R P VR, 7 T & W
#il MMP [ ZHEE™ . IEHW KO T, RGCs 1 3k TIMP-1,
{BfEFeik MMP-9"" #EHR RGCs HEATHEIH T 5 IR R
SN ECM B A8 B A 56, MMP-9 {f b2 5 H
o TR R TIMP -1 #3538 £ | 238 i X5 MMP-9 44101 ]
MTEIEDT RGCs P8 T,

TEAR I 7K - & B TGF -B2 ik, TGF-B2 &
ECM %255, 2 MMPs B0 570 7690 0 K S i
FIKH) TGF-B2 5 MMP-9 35 1 (858 J2 K5 1% 8 TR
Huk DA HHE YR IRRIE N TCF-B2 Fl i Rk 1)
MMPs 5 118 40 B 0/ T~ FH OC Al T B2 31 7 A0 b 22 LSk K
S RO E IR R AR, TGR—B2 ik, 5 TGF-p2 M
o ARG 25 3[R 36 i RGCs ATk 2
4 Bgy

X T AR 2 1A 7K - A9 42 v 0 ' IR O Ao 22 451
ML BT AT, A FH R MR A 5 067 5 G IR S e
AR BEE T OCHRME A 2 4 WL e 24P 5 5
TP 9% B 0E i | 7 G HR AL 22 4 th AR 32 2 AATT G A
] R R R A B SEIR TR ECM EE R AL i T
20 AR TG R T ORI 2 AR E R B, ECM F ¥
WA 2 I IS 78 R & T R AL OB HR b ECM
TR RE SR e IR R | i i A5 R R B A% B 5 | kS Y e B
S RGCs MM ERFM L W5, ol 2 W & JL[F
SIE M RO AR Ak, Heorb 5 55 6 HR P O 2 B 45
A KM TGF-B2 MMP-9 | JZ K% & 11 PR & 1 TIMP-1
WM IR KA T I B AR, A T8 RGCs T,
HALHIA Fp ik — 2 M HF5E, ECM 5% 2 ECM 184 1 2
A BT AN A R BRI T OECM 4R 51 AR R
FEFH &, A T3 RGCs T Hifli g 2k R b A7k R nl gt
P, K, AT ECM 538 % J A& 1 A O
R A VE T, T RE R T i DR R METT M AU YR ML ] 4t
SETEAIEST 5 ], AT B8 R I IR kst mbodas il 75 YR A 22
S AR BRI B (R RS
S % ik
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