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[ ABSTRACT] Aim To investigate the effect of fluvastatin on expression of matrix metalloproteinase-9 (MMP-9) , tissue

factor (TF) from the peripheral blood monocytes in patients with acute myocardial infarction ( AMI) .

Methods Monocytes

from 30 AMI patients and 30 control subjects were separated and added into two bores, one cultivated directly, one cultivated with

fluvastatin (360 Hg/T) .

The contents of MMP-9, TF were assayed by enzyme linked immunosorbent assay ( ELISA) . Re

sults Compared with control noninterfering group, the productions of MMP-9, TF in AMI noninterfering group were increased sig-

nificantly (351 2141 Hg/L vs 121 £10 Hg/L, P< 0.01; 41.4£13.6 ng/L vs 25.5%5.4 ng/L, P< 0.01).

In AMI group,

compared with the noninterfering group, the productions of MMP-9, TF in fluvastatin group have been decreased significantly ( 226

+89 Hg/L vs 351 141 Ug/L, P< 0.01; 31.4%£11.2 ng/L vs 41.4 £13.6 ng/L, P< 0.05).
tions of MMP-9, TF in monocytes from patients with AMI were increased.
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Conclusion The produc
Fluvastatin inhibited the expression of MMP-9 and TF.
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TC (mmol/L) 4.73£1.21 4.85%x1.22
TG (mmol/L) 2.03 0. 73 2.0510. 64

2.2 EReRELONIRIENETK

Sk O ULAE B JE T 9 40 A OE 8 o IR R T TR 4L
MMP-9 [jFRIEH BB (P< 0.01) . AMI S ARAIT
FHLH &5 AE F TR 4 MMP-9 % 3i& 9 2 FRE(P< 0.
01), HARRBEZEIEH K F(FE2) .
2.3 HRLARFRFRIEHNTL

Sk O ULAE B JE T 9 40 4 OE 8 o IR AR T TR 4L
TF 5 B8 = (P< 0.01) « AMI FAR AT T 7
AR T TF FRIXWE TRE(P< 0.05), (HIF K
FEZIER (R 2) .

tobr ol AMI 41

N R S Pl R S P e
o AT HiH AT AT B Sk o7 4
MMP-9 ( Hg/L) 121 %10 117 %9 351 £141° 226 £89*
TF (ng/L) 25.5%5.4 24.9%5.3 41.4%13.6* 31.4%11.2%

a N P<0.0l, 5 EAMNALE; b N P< 0.05, ¢ P< 0.01, 5 AMI HET-FAH L.

3 it ig

AP e v] FECA R B O B 2
PO R SR R BE S5 S M 7 R 30 ik 2% B AiE (acute cor
onary syndrome, ACS) . JEAIRFIMKIE R B7w, 5] K IX L

HAFR SRR B K 2 BUAUE i 70% LR B, 3R
FEREER AT 8 M AR LA TR Rl A% 72 3% il ACS
M FEEERY . BT R, ACS B JRE NI
R IR TP L= 5, T A m AT 4 5 R4 . T ACS



CN 43-1262/R H EF)fkhE b 44 & 2006 55 14 55 3 239

IO I o G B % PR 40 IV AL, R A W) SRR
TN e AP L B0 4 D o 8 42 OE Fe L e B S R A
KT 2 — %A 7 ¥B( nuclear factor-kappa B, NF-KB)
A, I Hid R 2 Tl ARREIR 2 B, 3278 B 4 i
WA R E S5 ACS R .

JE 7 4 J8 2R TR 9(MMP-9) J& T MMP = ff) B i
g, P @ 0o @ VIBYJRJR KR 4EE A B
BASY . GRUR R 3 R B U AN 27 4 R (1
HBEAH FSCHT 73, B I il o G o g A 32 v R PN T UL
AR I NSRS, IR T Sk R RERE, I L
PER AR E o AHETOR I, AMI 53 776 35 5 4%
Y A A1 8 R 43 MMIP-9 5 5t [ 41 B 58 389,
I MMP-9 RT3 S B A AR g B . AR AlR YT
FE ACS i AR i 1F H © 51 i PR B 5 il BT 72 /Y

K FH 7388 AMI H2 2 40 J) 06 B0 B8 4% 56k 400 i a3k 47 1k
ARG TR, AERE TR RE TR F AR AT T, 45 SRR IR
AT T IR> MMP-9 FI3RIA, $27R8 ARk A VT 7T fg @
TET MMP-9 1) 3% 158 15 3182 5 2 ik 36 A% BE e 1 1
o HATREMIMLEI . VT K254 9k 40 M 42 iUs
REFNHE2 FH 2L I - BEAH AR A FE 0N W R IR, 1%
UM R IR = o 32 R 2 A RO I i 2
FEBE IR B R0 A e M 1 3L [F) BT R R, XU i R A
AV EEE AR RSB REZEEH,
45 eNOS . Ras Ff 2 [ 1 RHo 2 [, 11 ff & /% W) =&
A FICRE ] B ) AR IR o SRR AR YT 388 40 o 4 L P
B AXE M E LA MMP-9 & R /b, -5 H R
i B FE A AR R TE 2 . @IMP-9 [ 3%5A 32 i 5 A
T AP-1 R . AT B AP-1 g5 A
T, 2B S AR AR YT W BR A MMP-9 B SK. @)
AMI B40 A P94 R R & 77 A, S H B R T ff
MMP-9 £ B3, s AR AbyT | | &= K E
Wb, AT MMP-9 ()5 i o
HAR T(TF) =AMEM R EGEHE T, © 5
Rl B S s O (1L 4id k), el
T QR FORBEEEE) , NS shEt i B, A
RIR, AMT FE35 41 & 18 PR B AZ 40 B et B ZH TF 3%
AR, R AL AR AMT R IR ML R

FEE AR, '© W TF 538 385 I f5 A5 o it AL
i, SEBTHAE RS A T . A T TR R IR
AT 05 FAZ B AR B R A TF B /b, 3R
FRARAMLYT AT g S T O] TF ) 2k 18 7 B R
ZLE W AR TE B, 008 B E TG o AR AR VT )
TF RIAPIVEF TR L FALE]:  FARMTT BEAR
AR ST Py L] R R, T B 4 P O T A
FEVAE TF Rikh g EEEMY . @R MIT AE
HINE 2 HEE S TF £k, TF RBXEERKE T
NF-KB [{145 407 15, 52 NF-KB V42, 40 1 Fifig £
BT I L 35 AL NF-xB _E i TF . WAl T K25 AT
PN NF-KB {54k . 0h— B85 1 )5 I 5 RO A7 R 4%
HANMThae e EEAEH . Ry T 2R 25930 &
1 4 5 M TT R LA TF RIA M L — = 2
ML

gE LR IR, AR A YT AT AE G Ik B0 R A% Al
MMP-9 #1TF () 1k, £ % 3 ik o5 #E B S L 4 1) 1
P Ko

[ &% Lk
[1]  Plutzky J.
[J1. AmJ Cardiol, 1999, 84 (1): 1520
[2] Rabbani R, Topol EJ.
[J]. Cardiovasc Res, 1999, 41 (2): 402407

Atherosclerotic plaque rupture: emerging insights and opportunities

Strategies to achieve coronary arterial plaque stabilization

[3] Ritchie ME.  Nuclear factor-kappaB is selectively and markedly activated in hu-
mans with unstable angina pectoris [ J].  Circulation, 1998, 98 (17): 1 707
713

[4] Feldman LJ, Mazighi M, Scheuble A, Deux JF, De Benedeiti E, BadierConr
mander C, et al.  Differential expression of matrix metalloproteinases after stent
implantation and balloon angioplasty in the hypercholesterolemic rabbit [ J].
Circulation, 2001, 103 (25): 3 117122

[5] Cho A, Reidy MA. Matrix metalloproteinase-9 is necessary for the regulation of
smooth muscle cell replication and migration after arterial injury [ J].  Circ Res,
2002, 91 (9): 845851

[6] Aikawan M, Rabkin E, Sugiyamas S, Voglic SJ, Fukumoto Y, Furaukawa Y, el
al.  An HMG- CoA reductase inhibitor, cerivastatin, suppresses growth of mac
rophages expressing matrix metalloproteinases and tissue factor in vivo and in vitro
[J]1.  Circulation, 2001, 103 (2): 276283

[7] Dollery (M, McEwan JR, Henney AM.
vascular disease [J].  Circ Res, 1995, 77 (5): 863868

[8] Sambola A, Osende J, Hathcock J, Degen M, Nemerson Y, Fuster V, et al.
Role of risk factors in the modulation of tissue factor activity and blood thromboge
nicity [J].  Circulation, 2003, 107 (7): 973977

[9] Marx N, Mackman N, Schonbeck U, Yilmaz N, Hombach V, Libby P, et al.
PPARalpha activators inhibit tissue factor expression and activity in human mono~
cytes [J].  Circulation, 2001, 103 (2): 213219

(Mcdsh R, TFE )

Matrix metalloproteinase and cardio





