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Abstract

e Matrix metalloproteinses (MMPs) are a pivotal family of
metal enzymes responsible for degradation of the
extracellular matrix ( ECM ) components during cell
migration,tissue remodeling and repairing processes, et al.
The potent proteolytic activities of MMPs are mainly
regulated by the balance with specific tissue inhibitors of
MMPs ( TIMPs ). MMPs and TIMPs keep on relative
balance and mutual influence in tissue, which decides
whether the extracellular matrix (ECM) is degradation or
aggregation. ECM not only supports the growth and
proliferation of lens epithelial cells ( LECs), but also
promotes LECs proliferation, migration and adhesion and
finally leads to posterior capsule opacification and
fibrosis.
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Jei &N F N B (after cataract ) SUFR I 3 YR ( posterior
capsule opacification, PCO ) J& [ [N i 8 7 L 1k ol 2 Sk B
A N T AR ARG S 5 WA &, e S BRI
WA PR TR FEERR . PCO (& LE LB AR 20% ~
50% AEJLEEILF R 100% " o H BTG AIE 32 ME—F 30A
J7 PCO M52 Nd: YAG OG5 #EBEYIHF RS {H YAG
WOGIRYT Al B T BU™ H I KA, AR P el BB 5 N T AR
P, R 5 AT R 5 R IR e T 57 | B B A K i 0 ) Ao 5
A T H AL E TR E AT R, ] T B
PCO My &A= E R HRTHFFE A HUS Y 440 H: E3IF
SEAR B B T A R A T R A R AN B 5 | e R
IS PCO KA BN, 2R A K7 40 i oh
RS AR A B TR H R E A S AR W A AL
MMPs/TIMPS J& Pt 5E ECM J2: F A8 2 T4 1) e £ 22 2 I
K%, Kt , MMPs/TIMPS 1F PCO & 2E &k & i T i 59 7
L ok 457 B AT AL, AR SCHE MMPs/TIMPs 5
PCO KR FAEW T E5A
1 MMPs/TIMPs B4 #1545 1E
1.1 MMPs 4415 454E  MMPs & — 241 5L 5 4 @ & 11l
S H YL (ECM ) BRI — 2885 55 A 1)
EPEEAKRRER G, WHEFE C’ 2 F8EE T
YEMEBIN P45 |, 154 R 1k % PR e — BB 20 41 4
RIRIE R, MMPs JLT-BeFE R 2 B LV BT A ECM
B, R A PG B R R 4 B A A TR AR
57 TIMPs BE5 MMPs B 51 45 & 2 A P im i Hs s |
4 MR R IE MMPs /04 28 Fh 78 AR b g
24 Fh'S MRS HAE R B R 20 6 2507 (1) IR
JREE2 . FEALHE MMP-1, MMP-8, MMP-13 1 MMP-18,
TAITRE % W e 1Al B e (L, I, T %80 D) M g b ok
ECM, MMP-1 S FR 5T 4 40 fg 78, 02 N 28 3 28 09 [a) e
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Jt ., (2) WIREHEZE ( gelatinases) . 4% MMP-2 (W e A)
Ke MMP-9 (BH ST B) AT ol B At B e ( A8 PR ) A
V.V FIXIZ R JZ R R ARG, (3) By
& (strogylisin) , EEALHEF MMP-3,MMP-10 fil MMP-11,
YT BiEEA 2R EREN FYiEsEn IV A
eI B 5, (4) 5% iR T (matrilysins ) . £ 5
MMP-7 K2 MMP-26, MMP-26 fEf&f#i4 2 ECM 4y, £k
ARG | (5) A 4 & 25 (1 MT-MMPs ( membrane-
type MMPs) , 3X —Z8RE0K 1 85 (A R, 32 2277 76 T 40 it i
LV HATZHNIRY R, BT MT14-MMP Z 40, e
PIRE WO MMP-2 il i, X S il BB R AR 1 2 ECM 4r
(6) HE R 2L MMPs, f245 MMP-12,19,20,21,23,27,
28, MMP-12 FZAE B Wi i v 323k, XF F B W 20 i i) i
PR EEA/EH, MMP23 £ 2 7E— B B YAy 41 4l 3%
ik, MMP-12 K MMP-19 F1 MMP-20 14 =324 Jy o 1 26
LA JZRGEE AV B R, MMPs BRFPZRA R
(BFRAEAE LL R LR FARAE" B ATH A TS R A 254
X5 BT BTG AR T 1 1 D ANEE RO AEAE , TP MR pH
A Ca® X HR A — e VR YRe s e T B A
T ok A AL R T 5 e 140 LA R =0 b s I 30 Je
HrF 10k 2> 29 10kDa; il J5 34005 J5 68 9% fif — Fp ol JLFp
ECM 4% ; %25 MMPs 1 cDNA 2 [8] B4 40% ~50% ([
TG, 25 AU il 2 [) Rt by LA v B R e 1

1.2 TIMPs B9 #4F4E X2 — 20 H A il MMPs 1)
ARG PEZ IR, T iz 40 A T SURART P, AT B ET 4k 40
L R AN PN R A A e A FE BCM AR ARG IR R
FAWEEMMEN ., Bardt LA 4 F TIMPs'™ | #R45 H
KIS I A4 YK A 44 S TIMP-1, TIMP-2 | TIMP-3 Fl
TIMP-4, Hrf TIMP-1, TIMP-2, TIMP-4 4 A] i V& 8 11 &
O3 F 10 TIMP-3 BAUAEAE T ECM b Jf5 ECM %454
HIRAT R 41 . TIMPs A 4 [ 307 (1) 3L B 36
S (SN =Ny | NS S i 5 i X G O E e e R el )
TEPE MMPs @ R BREE G % 12 1 B8, il s 2%t
ECM (RS X FhAE A 25 A A AR B E T 2 nl i i
TIMP-1 RE#E 2 Fh 4l il X 715 5 248, RARNAAE S1EH
Bz B —Fh TIMPs, T RESS & B8 14,19 LIAMW AT G
MMPs 1 feff H 36 P 98055 | AT A5 250 10 i B MIMIP-2. 1 i 7
MMP #MER 250 MMPs , 52 MMP-9 1% PE 1 5E St i 54
TIMP-1 F1 TIMP-2 G0 Fr A7 41 MMPs 5936 14,
TAELERF A TR 2SR ECM () T FR A A S v o 56 g A
FH . TIMP-2 & IV R i 5t filE MMP-2 A% 457 5 4 40 i X7
TIMP-3 J2—FP 454 ECM AERTEYER A, & Re LW % ik
HILF AN XS ECM PR, P2 2E4r s T

1.3 MMPs/TIMPs 945 £ MMPs 9 ¢cDNA J¥%1| H
A FEYE s U E A X (D) EERT X, BAE S
RAERT . (2) RERK X, & — A S AR5 10 < 2 b & iR T
K EERG RIS B FEARSF X, (3) AL S5 4 i 25 F Bl
—ANEEEE AR A [E A A B B RRSSH  JE R AR T
RIS S RS B TR A, (4) ZEam Bk K B4 A
X3k, 3% X T MMPs FiiAK5 TIMPs 454, TIMPs 194544
B WA IHAEX  N-A i T RE Xy — K = BRg5 4 , Horp g 2
Jot Z R 5% FE S 5 MM Ps &F 25 73 M o0 45 A 1 X,
C-AR It DI RE X R G A X 5D, S — 58 /N = R8540, 1%
HEIX AE TIMPs &0 Fl 5 MMPs JE 8.8 &9 77 A 5
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1.4 MMPs B9iE ST MMPs 7EHLIR N 92635, 0% &
HXF IR o0 e ot R 2 32 2 P kg p g 0 LR i s
il i (R 6 TR 7K | il D8 TS R A R G M A A 45 3 Ay
T2 (1) MMPs B9 238 K RO IR 45 . 5% A8k £
B MMPs ik AKEARME  (HAE A Fh JORE AN 7 3R A4
K FLEE AT R HE S ] MMPs-mRNA f9%553%, (2)
MMPs (7% 7K - B35 . MMPs 24 D) J5E A9 20400, 1%
a4 BA KM ECM MIVER], 27 488 A% il & MMPs
IeORAT FIR A BRSO 'L (3) MMPs (935 PRI 14 .
TG B MMP ] 943438 ) 26 FH B BRI, 0 o- L BRER
H ,H R EBE T A9 TIMPs BTl . TIMPs 2222 AT
T MMPs PR3, — 7 THI7E Bl i 36 A B BE 235 45 il it okt
BT MMPs (93TE . 55— J7 TR ZE TS fL B9 MMPs B B
A AE R MMPs-TIMPs & & 4, BHLIET MMPs 591 25 &
MM MMPs 3514

2 MMPs/TIMPs 5% 4B NEH X &

2.1 MMPs/TIMPs ZEIEE BRI RIE ZHWFR K
B IE & SR AR A MT1-MMP 19 7€ 76, T JC MMPs Fil
TIMPs 2634, Smine £ 2 B Western blot 7E 1F & L\
AR H A B MMP-2 B9AFEAE  (HIESE T MT1-MMP ()
FEAE S Tamiya 25U ) 3 20 B 325 78 15 3 3 S IR AR
HyEEFR St BT MT1-MMP B 4ELE , {H A 5] B 15 43
ff# G B AFAE . Richiert 257 ) FH B i Al 1% 20 b7 o 76 XS
A PR AT ST 440 if 3% 7 3 v R &k B MMP-2 , MMP-9 [
TEAE . Kawashima 25607 ) B G 08 40 Ak 25 B I8 £ 153 A
RARTTFERE % B0 MMPs 1 TIMPs (#3235, {H P8 2%
SR F-BE R A ], — 65345 T 5 LA E R R A 5256
255 John 25U FI FH B % 23 M ¥ FI Western blot 7F 1E %
S A PR AR 5 7 35 v A 0 32 B 8 4 e TG sl AR A A (B E R 8
FH R BT et R AR B SR B b & 38 T MMP-2 Fll MMP-9
HIFEAE 16 R T 4 rh ok & B MMP-2 FOTEAE BN R I T
MMP-9, Nitin 25" ) F S8 414k 25 % BRAE B TE 5 ik
A A RS R MMP-1, MMP-2 , MMP-3 ,MMP-9 F1 TIMP-1,
TIMP-2, TIMP-3 13k, HENLTE LECs H A1 Bz ot X Py 2>
AT A A A £F 20 B A AR R A R A Bz
JEAIAZ N R & B MMPs Fl TIMPs 1 2 35, Hodgkinson
L0 O IE B AR MMPs (149375 1 52 31 7™ 4% 3. 15
P2 T MT1-MMP Fl MT2-MMP 76 A fb R AR A 5% 55 22 34
A TEH N SRR AR 5 5L B MMPs 3 PRI R 281 TIMPs
REERE, B2, XTI IR ER £ (H
AT L —3, B,

2.2 MMPs/TIMPs EE W FE KRG %KX Hodgkinson
LRV AN BEAR G 78 TR B rp | [ MMP-14
H1TIMP-2 ()3 R 3k TR AL, HA ) MMP Fl TIMP 4 [
FERA T, T HLAF4EE A (LN) 1 o= WL 2
H (a-SMA) {8t bl 2 Tt 57, R B MMP-14 il TIMP-2
FEYERE LECs WyDhEe 7 AL T B ZA/E M, 1 LN A1 a-SMA
FEDH R AT A B R ERRAE P B A R
Jei , M DR R 488 S 14 m 36 55 MMPs A TIMPs' 7' 3 26
(Rl AR 1 BGCA 5 /K H ) MMPs T TIMPs 119 25 225k
U5, Bk MMPs (19728465 1 N B AR R 3 8 0E s I %%
YIAASE , $E0 MMPs AT G2 (PN BREA I IR P9 98 0 /Y T 22 48
JEN T Z— . MMPs — E s, Hm v il il A # 1
JaiER TIMPs B HoAth 35 45 52 4 25 7 410 1 3510 A9 ¥R &2 Galis
A1 BIFSE S IR MMPs FHEIF, TIMPs to B @4 £ — 7 i
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TIMPs i i Xf MMPs (301 LLB7 1k MMPs X 20 219 1 )5
WA, 73— J7 T TIMPs 3852 xF MMPs (978 F 3 # ECM AR
W, A BT ECM EE W Y5 220 E IR, ECM AH Al 4
R R A (LECs ) AR KIS T 1 S48 | it HLId e i
HE LECs Y458 F& A7 LR L, e 2 S BOWAR IS 221
HRZAL e IS B
2.3 MMPs/TIMPs 5 & B N ERIFIiE T4k
MMPs/TIMPs 7E iR 1 B 41 HE ECM i 7 FH oA i 52
B AL, WSR2 MMPs 23K T A 2B 1k
FIA R A JBARAE IR . FINREAR S , MMP-2, MMP-9 5%
IKHA I Wong 25 K GM6001 (—FH1T 1% MMPs
T GEAE MMP-2, MMP-9 747 1) 2% ik W g i />, i />
LEC If] J5 %8 3F %%, 0 % B BB IR . Dwivedi %571 4 75
M199 3577 5525 1Y Wistar I SR AR 755018 37 %
T840 TGF-B 4 #1 TGF-B + GM6001 41, % I TGF-B +
GM6001 ZH AT HELH ARARIACE B, i1 TGF-B ZH A i bR A4 I
P RN TR, 3] T GM6001 REMIH TGF-B 75
HYLERETR (N B A9 i, Awasthi 2570V F 97 3¢ B 48 1 i
A 77 MG132 f€ 43 %31 38 3 4P il FGF-2, HGF, MMP-2,
MMP-9 I TGF-2 FYTEEA B 1k F1 N B A J5 5% A Y LECs
HYHEEE B R oAl INTTRELIE PCO By & A2, LA 1550
TEH] MMPs #1050 7 7636 Y7 Jm 4 [ TR yeh v ek 20 o A
Awasthi 55" AR IR Z 25 Y0 T B PCO, (H A —Fh
Bl RIE IR AT R Y, 3 AR 0 I DR 2 P DAy X 2 24
PITEEEXT LECs 77 £ A FH B4 ] g, xof R sk HC g 20 217 A=
A FFZM , Maloof 557 B iH i —Fh 4 WAk Ak 4 '8 | fik
Xof MR PN L A A 2 24 W T S I A R, DT A S P
BEXI5E A LECs , Bt G 0 IR N H B 1807 AR A 50
3G

ECM TERIR B KA AN 5 5l e 40 M i
BG5S R T KR o EEAE I, RN R
ECM B53 e T2 il , MMPs e LA ZU il P F e — ik
P AR A, MMPs/TIMPs 1) 2 25 - i
AT LMESEAR G ECM 15 42 TUBL, JEi 5 % LECs B AT |
BN 70 R BRI U h A AVERT . 2P
MMPs/TIMPs X LECs [ 2 9 F-3K A 80 25 9534, #5
XF PCO FBA E 2 AU RIFEH
SE 3k
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