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Abstract

e Matrix metalloproteinases ( MMPs ), which play the
most important role in the degradation of extracellular
matrix (ECM), belong to the family of Ca?* and Zn**
dependent endoproteinases. MMPs participate in the
pathological processes of various eye diseases. It's a new
way for us to prevent and control the generating and
development of kinds of eye diseases from the research of
MMPs. If we know more about the MMPs’ activation and
inhibition, as well as how to express highly, we’ll know
better about eye diseases. In this review, we mainly focus
on the recent research of MMPs.
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F R4 J& 25 [ 8 ( matrix metalloproteinases, MMPs) |~
CAFTETHUARR AL BEREAFBR 220 LA Y 250 41 A
AhFETT (extracellular matrix, ECM) B, MMPs 6245 i J&
fitE B e i ( gelatinase ) | L oV ik Tl ( stromelysin , SL.) &
Jie S35 MMP-1, MMP-8 , MMP-13 FI MMP-18 ; ifii MMP-2
1 MMP-9 W J& F BH e it , 2 BRAE T 53 de 2 11 MMPs; SL 41
5 MMP-3,MMP-10 1 MMP-11 ; 53 4P iR A5 — SLJIE Y MMPs
B R MMPs'' | BSR MMPs 26K 53 (0 H g7 7E 2
THLFEERAE , 0. B (H 5 KX RAK X LS5 X £F
e R FEIX FI-COOH KRy 2L R 45 & HEEFEX 5 A4
FEARGERE X 5 FB LA ST 2 2000 5 176 1A 0 M SR 3 1 o
Zn® " AT B O S O O S o TR b A
10kDa ; J#01 J5 REFE A ECM B4 ; A [FIFPZE MMPs (1) ¢cDNA
[ 2A 40% ~50% M REPE, R4 MMPs K% K5 17
SUAATR (T HAE PR E R P SR SR B
AN, i f5 MMPs ANH 0] DL BRAG IR JE 43+ W i 43+ 45
KA, BRI A e [ 26 11 R EE 11 220, Ry o 400 e 42 {3t
RS A]

MMPs (1335 B 32 2™ b R, — ol T,
MMPs AR IR AFAE, R 2 B 00T, AT 4 KSR 300G 1)
P AR, AT AL P B R SR 0 okl 500 40 45 Ja B 40
L4 IR (tissue inhibitors of metalloproteinases , TIMP) #J
fil, TIMP B— A2 REHE ARG E A, T Z 010 T4
AUS R R PN R 20 BT A 20 B - I I A i 4
FE . HF W F AT TIMP-1, TIMP-2, TIMP-3 £ TIMP-4.,
TIMP-1 1 TIMP-2 7] L1 5 MMPs JE &%, 1: 1 &A1, 33 W i
Pl 5 5 A W iE ) MMPs L 1: 1 B9 EE il E 3G
Wraha L5 A EA AW TR MMPs S5 25 & 48— B
B AW, JEREWT MMPs 545 4, T & 45 30 1
YEFR' . HURTE AL MMPs 5 TIMP 135 0 T 56 2 e
E T MMPs ROTE T
1 BAEEE MMP-2 5 MMP-9

U5 MMPs i ECM fPEH, B #E N ST dn ey
L HFRIE MMPs DL IR RIS TIMP (AR H5 i 1% 2
FHEHFFE TAE, MMP-2 5 MMP-9 1> MMPs %% H ()
it BR JRE it , PERILAAR N 437 i), o H R 5% 55 22 19 7
MRS, MMP-2 76 58 J5C B [ A 47 1 A A4 2UE &2 bl
R EE M, MMP-9 7840001k 41445405 1B 52
RHETAEH, BT, 44055 MMP-2 #il MMP-9
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MR D REAAEA F R AR SRR ] s
B SRR 5 AN A o rb 4 i DXL B P il D ) 980 LA
T A1 ) 550 S0 R B i 2 e A AU P B R A M A R
TR AT R AR R AR 6 AR M AT A A0 2 K A
“F (basic fibroblast growth factor, bFGF) 55 3% A9 A\ ik 4% ik 22
K AN AT 8 EDIE R A B, ] MMP-2 LA
25 TR« TE Nk 6% 0, 3R A0 AR AR A s 145 5 A%
AT, 28 bEGF A B REAAT 5 I 1 155 2% s i MMP-9 47t
ARG e B« TE BN Jok 285 JRE €8 2% A AR A R DL AR 5 3%
ik, 2 bFGF ZEFRREAG 85 15 5 4500 . HG5 RS
bFGF W] | 8 44 41 15 57 9 AR Jok 26 B 28 €8 3R 4t g 35 5K
MMP-2 fil MMP-9 (33, Lan %' ] RT-PCR Fl ELISA
a3 ks I LA i AR 15 0 28 AN [) s ] A 345 8 N R UL
MMP-2 7EHE R TR U KE R 258, R Zymography
ARG BRI £ 2 MMP-2 BTGP |, & BRAA SR G 55 1 N BEAR
WL % 2 i AR B 90 2= AE IS, MMP-2 K3k 25 Y11
IR () S 2R ST 0, TG e i, X1 AR AL DA R T
WA PG AL G P 00 55 37 305 B 10/ 22 240 ( trabecular
meshwork cell, TMC) J&7 , ] 90 & 2L U4k 24 75 X MMP-2 5
PR E A, 2 B i S A TIMP-1, % Bl £k
AT LAS> MMP-2 i TIMP-1 144330 , 3 1T 5% 00 3 7K 3
I B R ECM 22 [A1AH B % A i P4, 350 s 7K it e BEL T
S5 T RE I AR IR &%, De Paiva % 7EAF
G R T 2 [ Pt R it ) 85 28 6F MMP-9 5 58 14 44 i PRI - )
ik 2234 g A B H B ( mitogen-activated protein kinase,
MAPK ) T A6 14 52 i B 2 90, #1158 B R 8 K A 4 v 8 3
HuFE N MMP-9 977 A I BE I N HAE A R T K 5 H W
BTV, B TS [ Tt 5 00 g 7 2% I AT 6T S 6 e 1 IR s iy
PEREAR MMP-9 93635 S itk Luo 25" 7EPRAL /N BRSL 56
PRI T IR AT LLSE MAPK b % 2R, 5 ) % 42 i %o
GAREE B35 T IR B /N EUAE 5 5% 10d )5, THI
F) MMP-9 i #3871, Kvanta %W 38 3 B 5T A B A 1
Erh MMP-2 H MMP-9 I Ifi 4 A B2 40 A= 1 [R5 (vascular
endothelial growth factor, VEGF ) 55 1 g i/ H & B, 76 K
ZEREBRA I AR MMP-2 Al MMP-O XA ok # A%
ik, VEGF TEf B b g rhgg ik . e A i A8 AL i £ i
o MMP-2 B IA G, O B3 A R AR A TR
AN b T L6 I 20 i 22 O SEE 40 L ; VEGE 193
B 5 MMP-2 KRR, AR S 7E T VEGF {7598 4
Fe P HAEMME R rh iy 5g Rk, 2R A S, MMP9
DUITE A7 R6E b K A BB AL Y b B P A i 2% Xt W 3 3R 0K T
FEMAE A B BE T X AN R 5, ZWFFE 45 2R SR MMP-2 5
VEGF 74 AR 3G 0 A B8 1004858 A= VR I 1t MMP-9 Tl
LT e a1 J 3 1946 523X — 8 . Shoshani 51
T A B 5T N AR AR A B OK B ( pseudophakic corneal
edema, PCE) J5 IR [ FZ R PE4I LR F 5 MMPs 2R3k,
SEIESE, SR HIBEASHI L, £F PCE #f B5EF Fz 0 K38 43
RVEAN MR R0 MMPs 1938380 A m . S 4 LU,
MMP-9 (A i e i, HEA5R R W], PCE MM I R i
FIKAML N T SL, X S 20 i P 1A SL 5 AR AE S 45
Pt s A A R 2R BN O, 3k SE A iRy 2R3k AT LA
IS v TR £ B 1T A8 A A TR T B S b B
S5 52 v S (R B AIE
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IV R L I RETON Ho B MMPs — [ 2 5 3 ECM 1[4 ##
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G ER NN EA A=E U e =] g = P b
(TL-lou) , 38 3 HR 28 BT v I e 5 3% B35 W 9 MMP-1 ATl
MMP-3 )23k , & B0 TCAT ] I3 T A A A 35k I 200 Jf A
F35 MMP-1 5 MMP-3; %A IL-1a Ji BT 35 5 26 38 A 1K
MMP-1 5HG{R MMP-3 ; 1M % i1 22 4% 40 it 504 2 A il
KA T MMP-1 5 MMP-3 ik, HHE TG 7E 1L-1a 5
SRR AR MMP-1 51T & MMP-3 %4628 45 B 1916
RIS, U IH 22 4% (1 AN 3 1 28 AT TL-1 o0 ] A )75
A RN 0 %) TR AR A | 3 R TS 1 75 R B T BRI
Wt . 2 R0 AET T D SER AR R IR TMC, i RT-PCR
FFEERI TMC o MMP-3 & TIMP-1 (9 %E3k, & Pl Hb 28 K
FAKEBE J MMP-3 (1) % 35 B 8.0k 2, 1 TIMP-1 76 B {8 2
5 LR EOCIR A A 5 MMP-3 BEARA ¢, XI3E
I RN T HAL A K T B, (TGF-B, ) B R FR M 1s 37
A-HR TMC, F S 414k SP ik T Yo & 3 TGF-B, 4l
TMC #35 MMP-3 & MMP-9 , 1 i{i/NGE W ECM 574 HEAR
G5 | i BE 8 s T B AR A IR IR AE P
(tumor necrosis factor-a, TNF-a0) B 55 35 W 35 78 AR TMC,
K TNF-oa 75— Ju [F N2 ZE TMC H MMP-3 J2 MMP-9
eI, BN NGRS R ECM B RAgE 68 155 /K 3t
BT IR AR, 24RO TR e B Y TL-1 8 15 7R AR
TMC 24h J5 , L RT-PCR 1 ELISA B4 MMP-3 & &,
R IL-1B 7E— & Ju BN rl 2 #F MMP-3 3k, JF H 2
PR— 5 B0 AR HEDN TL-18 AT DA i 4 g MMP-3
eIk SR/ NG R ZH 40 ECM ASERR (5 /K 51 i 3 1
TR AR P9 5, MMP-2 Fl MMP-9 fiE % 75 i it J5i 46 (1
IV R (5 8 A 2 PR, MMP-3 A DL i 2 4
AR MR A R RS R A S E A 2N R
W % R 2 0 2 (KSR TR

H AT 250 X & GHR A A S A7 4R SR A R &
PEFF A A R ( primary open angle glaucoma, POAG) AR
JE Tt e 1) B LR R 2 — S /N AR 1 B K AN HE S R 5
KRS 2RO R AT BE S TN U R Y
AR T BN D R A0 B M AR AR ARG, /N R
(RIS S AR | /NI 338 TEE Rl /0N 22 DA ) B e 1 2 /N
BEHLR ECM 7% HEFL, Schlemm 8 BE {1 PN K72 40 J & 1K
I/ D 2B B 8t BAE, AE R
TMC 1 & 3 T MMP-1, MMP-2, MMP-3, MMP-9 % TIMP-1
FYZeik, TMC SRR WA N A & 1) ECM, HSZ 484E H
FNYEREH 43 5 7K I 1 AV FH Y5 32 8] MMPs B R4% 1 5t
K MET IR BT E 2 B /NG R P S ECM A HERRL, T
LI MMPs b3, ECM K& fI%; & Z, MMPs i, U] ECM
HERR,
3 RRJEE MMP-8 5% & MMP-14

MMP-8 J& I8 J5Lfilg o i —Ff, 5 MMP-1 [ Jj§ — 2
MMP, T, I1, I, VI, X YR 5t B IS\ TNF-o0 S5 ) BT
KRR, MMP-14 J& T A MMP, A] LK f# filg g 724
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