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[ ABSTRACT] Aim To investigate whether serum levels of matrix metalloproteinase (MMP) are associated with the degree

of risk in patients with acute coronary syndromes ( ACS) . Methods Using SDS-PAGE Zymography and Western - Blotting,
Serum ProoMMP-2, MMP-2 were measured in 78 patients ACS, 28 with unstable angina (UA) and 50 with acute myocardial in-
farction (AMI).  Control group includes 50 healthy volunteers. Results  Serum
MMP-2 was significantly increased in both UA (455 51 INT*mm’) and AMI group ( 503 £45 INT*mm®) compared with those in

51 cases were in stable angina group.

control group (236 £33 INT*mm’) and stable angina (224 23 INT*mm’) ( P< 0. 05, respectively) by Zymography.

But there

was no difference between UA and AMI group (P> 0. 05), and there were no difference between each two subgroups of UA

(which are defined low-risk, mid-risk and highrrisk group) in duration time of ischemia, ECG and CK-MB/¢Tnl.
sions Increased serum level of activity MMP-2 was detected in patients with ACS.

stable plaque association with MMP-2.
nary syndrome.
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Their findings provide an insight into the un-

Serum MMP-2 level appears to be a marker of plaque unstable in patient with acute coro-
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FER R
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1.1 fARxE

EHEE20044E1AZ 12 A FARERKIBER
HEE. L AMI £ 50 61, B 36 6, £ 14 1, &
3T B0 WU L 15 1, T 18] BE I T E A LAE BT 13
B, ;BB AURE B 15 1, BT BESE S 2 BT EE L
WU 3 3 B, & M2 & ALAE BT 4 1, 50 7] AMT & %
HItA BB ¥ kL, AMI YT iR A
B4 30min KL E, @QUEE2AHK2 AU LEEE
ST &4 20. 1 mV (Vs 20.2 mV), (98 A # .
B A W1 4k S AR 2 47 ( Inl/ ¢TnT) 2 CK-MB B 5 A&
BE,FAEHEFEREFRLHNT LW, FTREHOL

% 1. BAKERESISTMESE (« 1)

J (unstable angina, UA) &= 28 1, W7 & 4 47 & &
LB AR B RS ERAE G
RE(EREOLRFEANG), KB E 2 E XA 2001
FHREEFLONERS2XT UA BRELS EH
2V EFRAHEI G, ¥ A4H 86, & aA 11 #l.
# % A0 & 9 (stable angina, SA) £ # 51 4, ¥ W7 4%
O OBHPFHIAABEOCKHE, GEREEREN T
BREZFHEHAAKFRTHE ST ERELREFT
OF 1mm #4MH 2min BF ST JEK, 3 EER
A FFEMK L mm FEH 2 min, 09F R E &7t %
WEBLEFHEHIAST EA(EERLER) i3
mm, 4 FRZ - i, BHEHTHRELME
~6h WAV AIR, BT A BZ AR E R EER
B & R RAE AT B Rm. *TERA G 50 Bl
B E TERF O LERAFERF. 1A
MR & E LN L 1.

B B4 NIt GBI Z| R & it # fk o 2 mLo AT
Hm#HTRERE LB ORI ME, #F T -
70 ‘Cok 48 A5

UA 4

fabr bagictiil SA 41 AMI 41
fief& e =G

1515 50 11 8 9 51 50
e 53.213.8 57.5%10.1 56.118.7 60.117.4 54%2.8 57.4%6.5
Bl & 25/15 8/3 62 72 3021 36/ 14
I 12 7 4 6 18 29
= I 7R 0 5 6 7 5 26

B PRI 0 0 1 2 4 6
TC (mmol/L) 3.9240.8 5.0%1.0 5.2%0.9 5.1%0.8 3.8%0.7 5.3%0.7
TG (mmol/L) 1.5%0.7 1.6%0.5 1.6%0.9 1.7%0.5 1.6%0.8 1.810.6
HDL (mmol/L) 1.2%0.5 1.1%0.7 0.9%0.6 1.0%0.4 1.2%0.4 0.8%0.5

1.2 E§E 947 ( SDS-Page- Zymograph)

10% Polyacrylamide X # 4 & 1 g/L Gelatin, il
FlSEmEEZEE(40 V) TR EHEK. BEKERE
12& G IR E N 2. 5% Triton X-100 7& & 20 min, 4% /&
¥ & A Bk 3 F= 2 F (50 mmol/L Triss HCL, pH7. 4,
10 mmol/L. CaCl,, 0.05% Brij35),37 CAE 4 & 24
ho Colloidal Brilliant BlueG-250 #* £ 60 min. MMPs
ERFETrEERW, RELS; T EH R AHE.
AR B By 89 5 B A E AL NIH image 1. 57 software

BFEHEFOHIR AT EEN S E2HE, £
(] NTomnr® 5147
1.3 Western EJJIESE

40 Vg 7EE EEATE 10% + 2 kg £ 4 —
RAGBHEREK L E. RAEERTHEGHE
EU 2| 7¥ B& 4F 4 % fE b ( Nifrocellulose Bio-Rad), 1%
PBS( 4 & 0. 1% Tween20 1 5% 0 RE #740) #f ] 4 4%
% AL . AntrMMP-2 # 52 & $1 /K ( oncogene
sience) 1. 500 7 B . KL Al {{#kj‘éﬁﬂ(ECL) 1 7
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HEAB L v £s &7, HEAS UA 4.5
HAMI A R UA £ THE L BTEHE F£4H
Hr(ANOVA), & 2 8 AT ¢ to %, A prisnr3.
03 4it 4 4T 22 & # AT 247, MAMA %, P< 0.05 A
HEITEE X

2 #HR

2.1 AN SEMEPEREEEAE 2 K
FHIEEER

IR 5 SA 4L ELE MMP-2 L4t it 52 7, AMI
H5 SA 4H Eb s MMP-2 # 51 239% (P < 0.001), UA
4H 5 SA 4 Eb g, MMP-2 36 /5 205% (P < 0.001), UA
M5 AMI HHBA E m#E S, B F i s X
(P> 0.05). 4 4EFE proMMP-2 Rk Z 7T E#
PE(E 1 IR 2) .

1 2 3 4

72 kb

62 kb Pro-MMP-2

MMP-2

l. BiEERNSAEREEEAMN 2 B/E (72 kDa) BiE
MEBB(62 kDa) | ARTIRAL 2 MEERL KR, 3 TR
RS AL, 4 Jofa bk N BEAL,

Fz2 BIEEARNZAEMEEREBREQR 2 KEHLLE
(x *s, B ]NT'mmz)

| pro-MMP-2 MMP-2

xf REZH 1001 £15 236 £33
SA 4 1112121 24121
UA H 1128£34 455 +51*
AMI 44 1238 +21 503 £45°

a N P< 0.001, 5 SA HLL#.

2.2 Western EDIEE4EM ZAMBFEREREL
B 2 K FERIEEER

Western EJIEVE 5 7R 1 5 g 135 v Ao 0 S BA 7
SR, W4 Mg R RIEENTLRITFEE X, MMP-2
K AMI H 5 SA H ELE I =14 230% (P< 0.001),
UA 415 SA 4 LL #4829 204% (P < 0.001), UA

15 AMI 20 MMP-2 35 2 51 N TE 48 i 247 (K 2
% 3) .

" Pro-MMP-2
72 kb * -

62 kb “ﬁ* i

MMP-2

2. Western ENF AN BZEBERESBEEL 2 B/FE (72
kDa) & & MEEE(62 kDa) L AR, 2 Ak E A LS RAl, 3
RRRERLGRA, 4 HEMOIUERA

2 3. Western ENEERMEZHBMEERESBERE 2 K
ERVELE (x s, BT ]NT‘mmZ)

5 # pro-MMP-2 MMP-2

X HR AL 1 400 £24 259 £32
SA 4 1421 %25 258 131
UA 4 1411£30 507 T46°
AMI 41 1511 %31 571 £46°

a N P< 0.001, 5 SA AHLb#.
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ELAL, X B JE AN TE MR AT R 2 ZE A, YR K
MEFAGTFEE (P> 0.05) .

x4 PREBLOCLBETHOERERERL 2 RIEMLE

B(xts, B INT'mm2)

5 A pro-MMP-2 MMP-2

UA ik fa4l 1436164 456 70

UA Ffad 1 426 =77 439134

UA = e 1 446 =70 466 63
3 Wi
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ME 3 2 HH 40 B 71 55 5T ( extracellular matrix, ECM) 2H
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