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Abstract

e Age - related macular degeneration ( ARMD) is the
leading cause of blindness in the elderly. Studies have
shown that the regulation disorder of extracellular matrix
(ECM) is one of the important characteristics of ARMD,
and its damage can be sustained throughout the disease
course. Additionally, various cell types participate in the
formation and abnormal deposition of ECM under the
control of multiple signals. Subsequently, they transmit
signals that regulate adhesion, migration, proliferation,
apoptosis, survival or differentiation, which lead to the
destruction of the retinal and choroidal
microenvironment, immune dysfunction, infiltrative
inflammatory cell differentiation,
epithelial mesenchymal transformation,
lead to subretinal fibrosis, scarring and severe visual
impairment in advanced ARMD. Therefore, increasing
attention has been paid to the role of ECM in ARMD in
recent years. This article reviews the relationship between
retinal ECM and ARMD and the role between ECM and
various types of cells in ARMD, hoping to provide
guidance for the research direction of ARMD treatment.
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e S PR ORISR PR LT A 2 REE R A
b R ECM MU s i 4 i 7 kb 8
AR g A o A0 A R [ G B S 4 T R 1
( matrix metalloproteinases, MMPs ) ] LA & S 1F # 41 ECM #)
P HEF
2 LM EH ECM

PRI JEE R H A 2 4 22— A A 2 1Y ECM 454 Jf:
TR RO I b R o B S50 T s AR E AR TR LR 4E )2 |
AR IR 2 RN O B 37 2% 18] 3 3t LA & Bruch % ( Bruch
membrane , BM) ,;F,[l] o BM AL Erp EE A ECM éﬂﬁ:,
YR RPE Ik E 165 6 40 i A =22 7] B e B vk s, ol
N RPE #2456 S #E3ER"  ly RPE (14 5 BRI A% 42 1t 43+
AN BRI BR ) A0 0 5 bk 265 J5E 22 () 240 i 1Y 58 Lo
B A B L LR R ECM A 2 (1) f
T RPE FDGIREZ %5 40 Be Z ], I 4 ift 30 A~ 400 X T 28
(] 1) S g ] o 2k /o ( interphotoreceptor matrix, [IPM) ; (2)
R IPM Sk (4 4 i &1 DX 3k, Bk O AL R B ECM ( retinal
extracellular matrix, RECM ) -10]  RECM 14 3 2 Sk 5 2 5
fih 280 Y A0 D) I A R B 19 TS Jo 48 L, T R 43 IPML B 4
[ B ER N R 8 H R L 1% B LR (hyaluronic acid, HA) ]
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SR 6 TR A 5 AL O RS A % 9 R R R T i
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B BRI AR, AR — SERMAZE (AL BM B, (R
flgMA B 43 A A €3 F C3b  #MA R F B ( complement
factor B,CFB) FMAR T H( complement factor H, CFH) I
AMAE T 1( complement factor 1, CFI) i % ) 23§ 7 B4 [12] ,
LB BM HA I AE | AR50 GO B A S R
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PEES T2 B RV 22905 118 i DAL G BEL S T A s
S VEIET A A BT 7R 2 i B0 A & AR AT RS IA
S, PR RS ECM ) I 45 e A [ A A 2 ARMD 590 1)
ZRFAES . ARMD 3 B 14 99 B DX 38R OB 52 2% RPE
ECM (BM) mfRF'", BM Myek 28 2 ARMD %9 & Jié
AT R, X e A8 L RPE 28 1-2 a, 3% RPE 48
JF= A AT E T AN BM SRl AR IR R A —
FRINAL, ANV £F AR TS 1k | 0 S5 21 2 <2 3K VW fiie 2R b
O, e R L AL 2877 #) (advanced glycation end products,
AGEs) FIIE BT 2378 BM H AR, 3xX 28 5 4F % A OC Y 28
b, A ) J2% ' 20 B GE R AR R T e Y & HE, 52 R
ARMD S50 (1) & A Rk Je ™ 2 A W FEIE BT, ARMD
B R AESE B RPE 41K P B A B2k 5 & Y,
SR, BEBEZEALAY X 3R F ECM e

R oK 7 30 & LT B B b B 28] LUK T ) B
) ARMD fAAE™ T30 ARMD #5523 (49 2028 4k 2 4
PEUUR W B £ 7, BIFE BM R RPE 2 (8] JE AU 3% 55 5 9E
BB B 1E 3 Z 8 ARMD 2205 i AR IR > ey
FETE FE WA E 5% A 6 3 ARMD #9 XURG: 32 A6 8840, J& ARMD
R A EE AR AR RURUR R 2 AR IR U 5T R
B, AT 2 R 1 3 3 T i 8 R 2% HE R Ay Ml IRIR 25 4
( geographic atrophy , GA) 3¢ 4 [M1.45 : ARMD ( neovascular
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age—related macular degeneration, nARMD ) 221 % ¥ i 1
PR R O T ARMD, 3% 3 4 75 8O 40 i/ RPE
2 fL/ BV ik £ R 5 0 10048 52 5 1A 1% e SR R o B2 ) TR
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W
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1% M A= K B F (vascular endothelial growth factor,
VEGF) | {0 % I 7 it 4 ] F ( pigment epithelium derived
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HEEWS5 ARMD i &AFHLE"" . 7E ARMD .4,
ECM 38U T RE 23 3 B AR 0 158 RPE/BM 71 Jjk 465 JI5 {3 B
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fifi RPE 400 2 FIdb AT PE R OB 25 4512, % T BM X
T RPE Zhfig b B 20k, Mok ik 22 A A 9 25 3K 1 o i o
B LR R AR BM AR P ECM #1355, fiE i RPE 41
L AT IR AR £k R0 T REE A B2 B R DA A 5
ARMD 897 7 6 B 50 SR 7 B 1 % A0 R B
2 BRI E BM & ARMD R /EIGYT ik il T
N1t BM #6 K (R IZAR SN BT sl AA o8 A= g 4 L 4, R
SR ECM( BM) B 4 A= 4 ol gy B PEAR XA R 1, E Al
Ak B = X ECM AILAHI S, P 7E AL B 5 AR 2H 2 ki bk
AL TR Z) AR | R I A K BM X RPE 40 it it B 1A 2 fiE
AT AT i I,

42 ARMD IR ST MBS ECM  IE# BB AU,
ZH ARSI R AN AT ECM AR AR R R0 & A 45
Yila 4 E & AT A, AN TR 5 9 L VR A2 00 T I 1) 1 4354
FTRE, SR LA AR v, 58495 400 0 s 2 2 7= A 1 R
S S e 4 e il . el 411 AT B A
SR, B T ECM ) 3 BE AR AL 45 5 S04 4 T fig e
B0 AT 2 0 it A UL 2T 4 20 F: nARMD 28K 31
O JIEE T 7 £ A B B w4 B 9 R T BI04k 4
T LS 21 4 40 B >k U6 T 35 b 09 B 21 4 40 i, HAE i oF
ECM M4 B, LA 5 4 i P 7 a1k PR -7 il 5 A A
MM N b & E EEAEA T, #E nARMD &K 41
M fE  RPE 4014328 07 EMT, 23 55 B B Ak 40 i 2k 25 1 iz
FHIE, RPE 20 A mT 98 A L A2 EMT 19 (8] % 16 S L AR &F
YEANAE A0 M, 1 o Ak A UL T 4 40 i 2L A
ECM fig 177 & ECM JE R 25k I8, — B RPE 404>
Ak WL ZT 24 240 R A 20 i, (5 2 780k ™ 2E 2o et 1) ECML, I
£ ECM Lt inzz 5| 77, Bl 2 2N e sl h e Z i, e & 5
SO R G 77 A ) I F A AR Yl ad B vh R 271
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K, YU YA A KR F 2( FGF2) i fid KA~ RBM-007
REAE I FCF2 i S A9 M 45 A= i O S0 CNV FifEA
LRYEAL) CNVE SR, AT AR 5E 0, AT 4 4 A=
P 21 (FGF-21) il Hopt & Fr b W i 1%, ol LAFE
JUFf/IN BB H 7 b 00 O J5% 7R Jk 266 5114 g BERL ki 2 a7
TE R, P48 PR /S BRSO T Rk I 400 1 400 193 S i A 98
T IR ke AT DAJE T ARMID 575 /N A0 190 s B
SR Y AR R AT 5T SR E X RE 2R W AT 4 4 i
25 ARMD (k4K J A ELARMLEIATIAS Be I, JLRE A5
B ARMD 3457 $E s AN T ok — 05T

4.3 ARMD /NI BRARES ECM  ECM ] 3@ i 4% Fh AL
il 2 5 G SR RTINS 200 s R X £
o RE AN, 53 A 7 AR R B B A IR 2 AMEZ )2 AR
2 AT AN R RN 2 2T 22 AR B G0 R R 2 41
&5 05 1 Kk 15 5 HEAE Bk ARMD (3% R R
R B K A B 28 CBIE BA A & B A POk A% 0 AR
FHS . WFFT 2 W, R0 I RS /0N e I 40 i vT BE 55 ARMID A
St LI ARMD B R AN R R I P A0 A TR

(ECM) BRI, FR o B B8 BT . 3 338 S vh 1 A O e s Pk
&M NG 2 LA B AMAR R, T 3857 O DO 5/ g S5 240 i A
WA 5 AT R )N T 4 i 5 A ) o R P P25 4
PR AR I ZE R v 3 — 2R T I A P sl CNV (B
B HEAN ,ECM S8 LR R AT fik & 42 R AR 8, b
SEIRIEIE BRI LT A, X SeAR L N EE T ARMD
i 0 1 AN I Y BB U I A e 4
TR ECM 4%, 4 ECM 5 8 J 7 HLA 8 5 )97
R AL IR ECM R 9 T L i 28 I SRR I TR I, A
FIFHE TS EBMMMEY , BaMFR L,
ECM 43 7T 5 /I8N o 20 i A Miiller i85 41 MY ( Miiller glial
cells, MGCS) ##15 ECM 8, {i£ i MGCS  ga 2, f- 976
JEZ ARG T BEY k2 J B RT AR B 1 T A
WSS /0N J2 T3 20 L % 355 P AT A 9 ARMID F T 7R 36 97
Tk,
4.4 ARMD A ERAS ECM  ECM 9 i ALUZ
ARMD 2 A 3140 ) J6% 2T 4 Ak 1) 8 2205 BRARIE 2 — 0 5T
R, ELWE A A] DLSE ik Z AP L] (40 JAK=STAT F1 Notch
{55 E ) e 2k ECM UOAL, T in o £F 4 £k i ik e 07
PRI £ e A A8 AL 1T Z2 Fh A 2 Y | A 46 B 41
J PO JILR T 2 2 AL ST 4 200 B 2 21 A A O ek 4
SR, BRI A NN A0, HRTE A i —2eiksy %
W, B BELT 4 Ak rp ) LR ZT 24 40 i ] BE SR IR T IR T 2 9% 0
20 R (A0 T ) ) 44 s B G A L R £F
A rh R A L 200 i 380 JUL ST 4 40 14 %% 7% ( macrophage —
myofibroblast transition, MMT) , #& It , 78 22 fF 53 32 1K1 3 i
ELWE A0 ECM 22 8] /) FE FH 30 % 27 4 i & 4 Hopr,
MMPs 52 %] TR K E, MMPs 7] DL A JL-F FF A 1Y
ECM B4, 10 W 40 i & MMPs (2R, BF9E &30,
MMP147 MMP3 1 MMP14 i A] i CAR-5 [ 5 41 g 4%
ik P9 ) PR 50 A B Y G R I ECM R BT A
MMPs ¥ 2H 214> )@ 75 1 B 11 461 37 ( tissue inhibitor of matrix
metalloproteinases , TIMPs ) [ 3¢ 3k 380 i £F 4 1B oAb s
L W 200 i 52 30 R R AL, X nARMD f 3 JB L & G
2 HAET, HE CNV BB SO IR P ARMD 1) F 2853097 5
], B KA SCHRIE , B VA2 5 T BB A 1 4
IR (H ECM 7E CNV Y g4 IR 9E &0, A F 5
B, ECM 2 A AT LAYE 19 42 048 A 5 4 AT i A A AR
(16 7 CNV HlR B SCB/E R 4 fil ECM 2
A EE ORI ERESEZEN TN, R A
B, B REARAE AT AE AT Ll B A RN 5 ECM AEH
il CNV & RS | s KR 2 P E B ECM 4 F
FNLEh & (109 22 D R 40 ML 26 B o0 5206, 16 b 20 B 285 B
A AL Az R ARk R v] fig 5 R 4 afk AR
T A AT R WO T A S B A0 P AR Y
ECM 2 [ (U FN1) 2 [a] (44 5 A F A 28 ] BE nT LAFE G
J7 ARMD A48 S8
S5INGEERE

PRE ECM 5 ARMD 193¢ & S ARMD % £5 2 Al 4
M5 ECM P B/, 38 2 98> ECM 93 B O R, Pk &
P R BE AR S, XU /D B 1 ARMD B 388 JIEE 1) 98 A,
e ARMD S350 CNV (19T i R ol 8 L 2 300 4 400 IR0
R LR AL AR T B LA — 38 3 L, BRI LR
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