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[ ABSTRACT] Aim To investigate the clinical relevance between the matrix metalloproteinase-2 (MMP-2) and acute coro
nary syndrome (ACS) . Methods There are 61 coronary heart disease (CHD) patients diagnosised by coronary angiography
(CAG) including 46 ACS patients, 15 stable angina pectoris ( SAP) patients, and 24 nomr CHD patients are excluded by CAG as
the control group, and 46 ACS patients are separated into 16 acute myocardial infarction (AMI) and 30 unstable angina pectoris
(UAP) patients.  Every sample’ s serum MMP-2 levels are detected by enzyme linked immunosorbent assay (ELISA) . Re
sults Before CAG, the concentration of MMP-2 in ACS, SAP, AMI, UAP and control group was 56. 9 +11.9 Hg/1., 48.2 b
10.8 Hg/L, 58.6 £14.8 Ug/L, 53.4 19.3 g/ L and 46. 6 £10. 5 Ug/ L respectively.  There are remarkable statistic difference
among AMI, UAP and SAP group, and so between SAP group and control group.  There was obvious correlation among the level
of MMP-2 in serum and the C-reactive protein (CRP) level, white blood cell (WBC) number, pathologic coronaries’ score and
pathologic stenosis’ s degree, but there was no obvious correlation between the level of MMP-2 and the pathologic coronaries’ num-
ber, the level of troponin I (Tn I), MB isoenzyme of creatine kinase ( CK-MB) , total cholesterol (TC), triglyceride (TG), high
density lipoprotein cholesterol (HDLC), low density lipoprotein cholesterol (LDLC) and the number of platelet.  After percuta
neous transluminal coronary angioplasty ( PTCA), the level of MMP-2 is higher than that before PTCA. Conclusions The
concentration of MMP-2 in ACS patients increased obviously, which was related to the stability of coronary plaque; MMP-2 con-
tributes to type the CHD and could be the important monitering markers for CHD in clinic practices.
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Table 1. Comparison of MMP-2 levels in the different coronary
disease (x s, Hg/T)

4 A n HEF 4B E AR 2
IEH X REZH 24 46.6%10.5
R 26 60.5*14.9"
RIS RN 22 56.0X11.7"
SRR A 13 52.6%10.4*

a: P< 0.05, b: P<0.01, 5IEHxIB4ILE .
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Table 2)
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Table 2. Comparison of MMP-2 levels in the groups (x *s,

Ho/ L)
gy A n EREEEONE2
TR R R A 24 46.6£10. 5
R ogmA 15 48.2%10. 8
SRR Bk SR S A 46 56.9£11. 9"
S IUEREA 16 58.614. g™
A B o8 mA 30 53.4%9. 3

a: P< 0.05, b: P<0.01, 5IE¥XHBAILE; ¢: P<0.05, d: P<
0.01, 5B LsmALtbE.
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Table 3. Comparison of MMP-2 levels in the PTCA patients ( x

s, Hg/ L)

Fit ] n HieREAE 2
PN 53 53.1%10.6
KRG 53 60.9£11. 6*

a: P< 0.05, 5RATHE.
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M(r=0.413, P< 0.05) FiRsh kB =R (r=
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ok A6 A5F A A BRE B R 1 (4 PTCA) 78 ] 5 MMP-
2 KT . H A MMP-2 K P T v A B AR
Bt E AR,  MMP-2 /K5 w4k 3 o 28 1
BTN, 5 Tn I.CK-MB 7R oA 5%, i B
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BT — @8R, (HMIE e, ZUIEA R b
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