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Clinical significance of serum MMP-2 and Hcy in patients with acute coronary syndrome
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Abstract : Objective
with acute coronary syndrome(ACS). Methods

To study the clinical significance matrix metalloproteinase-2( MMP-2) and homocysteine(Hcy) in patients

72 cases of patients with ACS,including 37 cases with acute myocardial infarction

(AMD and 35 cases with unstable angina(UA) ,and 28 cases of healthy subjects(control group) were enrolled and detected for ser-

um levels of MMP-2 and Hcy. Results

MMP-2 and Hcy levels in AMI group and UA group were higher than control group,and

those of AMI group were higher in UA group(P<C0. 05). MMP-2 and Hcy levels in AMI patients at acute stage and remission stage

were with significant difference(P<C0. 05). Conclusion

Serum levels of MMP-2 and Hcy might be correlated with the coronary

damage in patients with ACS, which could be used for the diagnosis and prognosis of ACS.
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