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Abstract Objective: To investigate whether peripheral blood levels of matrix metalloproteases-9 (MMP-9) and C-
reactive protein (CRP) were affected in patients with coronary artery disease (CAD).Method:Using ELISA and scat-
ter rate nephelometry, plasma MMP-9 and CRP were measured in 22 patients with acute myocardial infarction(A-
MI),17 with unstable angina(UA), 17 with stable angina (SA) and 17 control normal subjects.Result:(DThe serum
levels of MMP-9 in AMI,UA and SA group were significantly higher than the control groups (P<0.01,P<0.05). 2
The serum level of CRP was higher in AMI and UA group than the control group (P<0.01), but there were no dif-
ferent significance of CRP’s level between SA and control groups. @ The serum levels of MMP-9 in AMI,UA
group were markedly higher than SA groups(P<0.01). @the serum level of MMP-9 and CRP were significantly dif-
ferent between UA group than AMI group (P<0.01). G There was no obvious correlation between MMP-9 and CRP
in ACS group (P=0.378>0.05).Conclusion:The increased serumal levels of MMP-9 and CRP in patients with coro-
nary artery disease may predict the unstable conditions of plaques.The fact that there was no correlation between
MMP-9 and CRP suggests that the different aspects which predict the unstability of plaques .It may be more bene-
ficial to predicting the stability of atherosclerosis plaques and forecasting acute cardiovascular risk by combination
detection of serumal levels of MMP-9 and CRP.
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