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[ABSTRACT] Aim To mvesticate the changes of plasm am atrix m etalloprote mase-2 (MM P-2), tissue mhibitor of
m atrx m etalloprotenase-2 (T M P-2) level and MM P-2 /T M P-2 ratio i patients w ith different types of coronary heart dis-
ease (CHD), and discuss clinical significances M ethods A total of 118 patients w ere divided card ioangiograph ically
and clinically into follow ing groups acute coronary syndrane (ACS) group w ith 49 cases including unstable angina pectoris
(UAP) subgroup w ith 30 cases and acute myocardial nfarction (AM I) with 19 cases non-ACS group w ith 44 cases ncl-
ding stable angina pectoris ( SAP) with 23 cases and chronic total occlusion of coronary artery (CTO) with 21cases and
nom al coronary artery group as a controlw ith 25 cases  The plasma levels of MM P-2 and TM P-2 were assayed by en-
zym e-linked mmunosotbent assay ( ELISA). Results Canpared with nomal coronary artery group remarkably ele-
vated plasn aMM P-2 levelw as observed m ACS group and non-ACS group ( bothP < Q 05), and the mcreasing of MM P-2/
T M P-2 ratiow as significant (P < Q 01) i both ACS and non-ACS groups MM P-2 and TM P-2 level and MM P-2/T M P-
2 ratio were obviously higher in ACS group than that in non-ACS group(P < Q 05 orP < Q 01). MM P-2 levelwas increas-
mgmore n UAP subgroup (P < Q 05), AM I subgroup (P < Q 05), and CTO subgroup(P < O 01) canmpared with nor

mal coronary artery group respectively. ~ Camparison betw een nom al coronary artery group w ith each subgroup conce-
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ntration of TM P-2 was higher mn UAP subgroup (P < Q 05),
Conclusion The developing of atherosclerosis plaque was associated w ith plasna MM P-2 level
TMP-2 level and mbalance ofMM P-2 /T M P-2 proportion n CHD patients

01), respectively

SAP subgroup (P < Q 001), and CTO subgroup (P < Q

The ncreased MM P-2 level and mbalance of

MM P-2 /T M P-2 proportion i patients w ith CHD suggested mstability of atherosclertic plaque and m ight be viewed as one

of predictable bian atkers for occurrence of ACS event
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