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BWE VARBRBEARRLETQEEEAAAZ
—, TR ERBY L2484 HRS>—NERR, A8
FAM e F Stappst KA TEAHARIHEA
REESER., AXINBVHERRGGEH L2258,
FERAZASHRAT G35 ERKEFfomp B ¥
HEEARSFTGE A AT e ABRRAG I A =i
ARG ERG S TIH, AT KBS LR B H
Bt afBrTRATHE L,

X7 NA REE;, R EBARL, RTHR
¥

42 I8 E & B (matrix metalloproteinase,
MMP )2 43 # 20 B 713 B (extracellular matrix, ECM)
B E BB R SRR, HEHRE T Zn* f1 Ca™ B +.
MERESBECOBENIIRGET 0 FRMM LR
X RS S LE A 09I R B R A R e R
BRI, ZBR RO H RZFANGE. HATE &8
MERSBREOBE T WY RERLERRINAR
[6] AT U9 S VU 26« (8] R Al VR R DT B (PR IR D L 2
RAMEXEERRLOMFHLHMYLTSEE
HE. ENEEReBECRS. VHREES C0E
BRI RARNEY., A VR FEE G 454 18
ThaE A E RN K H 5 B KR R AL A LR TR
WX RIE—LRE.

1 VEIRIFERREN R EIEThEER

L1 NEREESHHENRS

N ORI A HE N A 72 kDa VOB JEE JR B
(MMP,, X # B BSEE A)F1 92 kDa NV Y5 J5 B (MMP, ,
XFRAA A B) . WA B Ak, HERSEWEOE
B4, MMP, 5 DNA 81K % 32 kb, f01% 27 kb 4544
# M ,0.4 kb 5' A 4.5 kb 3' iR KX . MMP,
DNA F %y 26 kb, 3% 7.7 kb 5# % & ,15 kb 5’
M 3.5kb 3" RFMBE . MELHWEFRSEE 134
HEFRLZANEGF . HAP B F 5~7 FRBYF

NEAEHEA P THIHIRELEERX —5. MMP, #
MMP, 5’ 5 ¥R I X A& TATA &% CAAT &,
{H7E MMP, ) —89 f1—69 {if x MMP, i —29~ —25
H GC BFE. BEIHRE TSP 4645, B,
MMP; § — 533~ —527 i fl —79~—73 (L & HH4H
TPA R W I (TRE) X ¥ 5% B -F % & & H-1(AP-

D&, MMP, 8 8) 7 KB i Z 1551, m 7+
157 L 1B FHEHRETFHEEH-2(AP-2) %
A . MMP; 1y — 474~ —465 fi & GGTTTGGGGA
JF 3,0 5 F LR K B F-B M T fF (TIED 55 GN-
NTTGGNGN #§ —E. f ] 7] W, MMP, 1 MMP, &
AR 2 o iy, B E B2 R R R, B E
THHEFRNERAETRFEER,

NUKFBSEHTCARSBRESBRERA—

Bl M E RS B T4
BB B ERLAE . MMP, fl MMP, 7£ 8 %
F3 L HEME X QT M#MEE— 1l so MEER
REANMAIK. EPSF5HBE A XNEERST
J¥%| PRCGVPDV; @# & H B B R TR B S (LA
COREH TS5 MEMHELC. OMEHH 58 TEEM
HREHHEBESEEKX, Er“ﬁu‘?%t:iﬁraé’mﬁ?“*
L. FHo. FHEARARBR MMP, 2 7L E —BE
TR BRI X8, R X iy 54 ’l‘ﬁ%ﬁizﬂﬁiz,fﬁ?"ﬁ%
& B F LA A AR U X 2 1]

1.2 NEIRFESHEIRIEE
VAR R ST O pH E A
T RBEHANEM Io® MR Ca® FEARBRERE
I QHBHAIRESH I ERS BEIMBALME
77 (tissue inhibitor of metalloproteinase, TIMP) ff i
#: @M EHULEENATRE RS0, 28 98K i
HOEH HLR W 4R BRAEE K K (4
aminophenylmercuric acetate, APMA)YEH F &% .
MMP, ]y 7 Bk Al £F 4 40 1 T A1 A5 S5 09 A B K
T8 0 MY Acoss s A £T 4 7 40 I HT-1080 ¥ & 54
W, AERAMBE 0T EEREHHE, BILEL T
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B 66 kDa 3 62 kDa, [ BB, 1 .V VI, X BIEE
BB, (BRI 1.1
B) EHSHSZREE H . MMP, BN R R4
Tt B E AR B R A v E R
SR AH AR R AR AN RS . MMP, E 8
i 40 B LS R . SRR,
SV oo 6 18 2T 5 40 HLTS) S o4 £ 40 O 920 40 G R B R
1 R 40 B A] 4 W MMPs, T LA BT IR (78 kDa~ 82
kDa) BB R G M, & A — A 19 A REMAMB
Bk, BRI S RK, £ BB ALTI A 95 kDa (1 B JE
o2, R R B I R 73 AN RS 7 EE AL
Ft (84 kDa)., MMP, BIIE 5 i 5 MMP, JLF5E
S KR (FL AT X 528 8 25 G BB AR IR AR A2

2 NEIRREBEERAREEET

2.1 BERED .

% Fi A R 1 F 0 AR BN - TG 0 R D B A
e N R R R R H k. X BB X MMP, H
MMP. (i 3 A —5, HHEARE TR »4.
Fabunmi -7 B ¥ M6 | 16 *F 0 55 0 € ML Al 22 00 1
o] {# % F Zh Bk # UL 4H B (smooth muscle cell, SMC)
dF MMP, ik b, (HiX &5 £ X MMP, #£E XA T
0, PDGF 8 IL-1o BB H X N B RS R EF SR & A
JC . (6L 2 P ] £ R AT 8 MOMIP, 7R 0. Bk AR
K-8 i S — 5 4 il 5 MMPs, {18 5 F# L
o1 i e B B Xt MMP, mRNA &, il A PDGF
42 RS H A, b, TGFR iF ] 84 b A B £F 4 41
AL B 40 B AR 1 35 P MMP: 897K 12" Hane-
maaijer ZAYHF TR, WE ALK E F-o F IL-1e A
e 3 A F 3 L 40 BT 4> W MMP,, (E REE MMP, #)

mRNA K ¥, JF &[0 H 2 8 E 3 kP i LA

MMP, #5300,

IR R0 A0 AR TR PR LR A B 40 T K
P REN, ~EERETFHERZELBS RER
A c-fos Ml c-jun IR EKERN ., BEEAIRXENR
H il 50T TRE s AP-1 5 5L S S &>
EHEEERY. CLUEY, QRN -1 MR A K
A F--o 15 4k A 1< TR 1B 55 % A5 R 43 i 3811 1) o IR U
B XANIHEY 51EF o-fos M/ c-jun RiEH
Seteend A K TR 4 M R X VR R DR Y A R R A
P E G S EXMFE—SOR.

2.2 HREHET

Plikxt VR R R R R R RN RR AR
TE AN B R PR T .
2.2.1 BMREF®R ENEREOBNELLIRES
EpEBmERA X, EERSEEABXEARY
FEMEW T & AN EERTFS PRCGVPDV 4
B e MR € AL 5 (3 AL 0 4 LT
MEFRTEELLTFERERES., AVURREDBEK
fREAELEmMEREREOSATHEEFS Y
JBE S R ok 2 9 4 L1 R T OO L
2.2.2 EpEMIAT SFUERERBREABHAR
F At 4 % TIMP. BRTE K BE TIMP & TIMP-1.
TIMP-2 fl TIMP-3 =, 5 % #' {9 14 it &% mRNA ¥
F S B RART ' TIMPs &5 NV B e RS I A g Ja /401 )
MEAYHEX SR B S RIERNES S &
SDS HFHEMHER TRARE. CHRIEH,. TIMP-2 7] 5
1% 6 A 0 B IR L 0 F MMP, 45 & T & 48 XU E 0 il 1R
ML Bl —FTE 5 MMP, R4 &0 (LB R MBS, 55—
5 #7% L MMP, 25 & 5 &, TIMP-1 7]
H MMP, ERE &8, B AR H LS & LR MMP,
ZEEBEERMNRE.FZHT MMPs BRI RAMEK
A7 0 40 i A7 (A BE BT Y TIMPs B9 & H k. HLE
i A MMPs K R 5l 69 AR X & B R ) 40 Sk
BRI

3 VEIRFEBSHRBEECRNERRE

F Bk 3 ¥ 88 4L (atherosclerosis . As ) FilIILE AUE A
J 1 A 9 0L P9 R 45 BT 51 RS T v WL A AR e b R 1Y
BT RS ROMT . UL PSR IRUR 0 5T A0 LR LG A 1
FmEERN —EEREFRAREF, ENAUE
- LA My R A b B R T T R S
WapE i EAn 5 AR ANE B . Bk A MMPs

C RMmMANERE T SN EEY R, L MMP, £

FREARKRZMOUHREENERSREONR. €
AR AR R R R ROy — VR 3 L
MEFE LA ERE - ERREALEE. CIUEW,

CRVREVER VA CE UL AR RV AR R

5 F1 E fh MMPs,

3.1 NERERSHEMSHERL

H A A A, T 3 L0 O B 0 9 R 2 3 B0 Y
J& R 3 K o+ 0 AL BESR I A B2 . SRR R R RE (LB
BRI R B B H A 2 — R I A AR A R /MR
KBl F 305 80 ALR PR T SN B TS R B R
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48 ML T AR K B Fm IL-1L B R KB o
PDGF %, 53 5 4 g [ F — 77 7 70 07 o UL 40 L 396 7 3
43 WA B S A B R 5 5 — O T L 4 L4 B
9 f 40L& B MMPs LA{RE 41 GRS . o T 4 i
7R 40 B S BE R A AR 55 i MMPs 57 32 ) 3 IR K %
ZRKETHE, BRESBEEROIER . B3k 5
BRI B R R R RN EELE, Pauly
091 f1 g bk 9238 §F B MMP, 2 - 8 WL 40 Gl 388 e 2 7
L W 46 B 19 % SIS Sk 0 400 2 7 40 F 3 B o 3
BRATARELEKE. tAEENKARMAIK
WREAL A S MMPs R A G EN, E4 T
UM A N AR RS TIMP-1. TIMP-2 i RiA(HR
WEVE B K 3 B B 4L RE B o % - i UL 40 WD T 4 R
R RE G R R N R RS R,
BREHBRERGFEE. B BETRE EHHEAR
SHEHLGNEARRE, EIIH0RERE VB
R BP0, o PR BRSO 32 R B L 0 5 A\ B SR
A G HE MMP, & BRBRERCEFMBAYE N
B 13 BB R MMPs 3 ik ¥ % T AE 2 B AR
LIRS

3.2 NEEREBSOHEBRE

MEREAGEEEROLENERGEFEZE T8
AL 40 B 1 P AR B8 R T 8 1 AR L BE SR R R R B A W
AR RN, RO EEIRRGEEHNEE
BETENEE. BERARSERS EERS . HH]
FHEM 20%~50% . UEHRER  RRSEEOBE
BWHREE MR EPRAZEER. 9IWERER,
I8 P ML B8 1 5 - i LA R o MMIPs Rk i .
Bendeck Zs!231F AH , B R 88 % ok B 3850 30 Bk P9 R 9E £ )
1% 5 58— R MMP, RIAEER &5 4~5 K MMP, &
WM, KRR BE TRUNAETEE B RY
MMP; fii MMP, & 5 ikt thi R B R B A FH £ N
R Bt 2 . B4, Southgate g B, FE R IR IR 3
BUEIE S 3 K MMP, @£ 0, 55 7 R MMP, £, 3
BEFBHEEASREESE 21 X, N H MMPs i
AR AR REEERD 7%, BREHTE
5t R, 00 P R 45 B 22 RS TR R e A
BB 0 HLE i R A T UG IR 8 7 K, MMPs 1
Foil WL 0 2 M SR A FRUR R R . MIMIPs 1 RS0 R A 01
HB R Z s & B, By RIS B AR S R
I AT R

2 Epr R, VR R S 5 T UL A8 M RS A
REALIRE  EOMEERBEEERIBRDPAEREER

fEH . R MMPs 05 7] GE A B T8 15 Sh Bk #R i
. MERFEAEBERELACEMOLESHENOE
PRZEMIS. (5 B #i% MMPs B 34005 i A8 L & 7§
HEWRRN A ENF 2 R B FHE— LR,
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