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ABSTRACT Objective: To investigate the level of plasma lysophosphatidic acid(LPA) and matrix metalloproteinase-9(MMP-9) in

patients with acute coronary syndromes(ACS) and to explore the potential clinical significance. Method: A total of 100 patients with ACS

were divided into two groups:group AMI(AMI) 50 and group unstable angina (UAP) 50,and 40 healthy persons served as control. Plasma

LPA and MMP-9 were determined by inorganic phosphours quantitative method and enzyme-linked immunosorbent assay. Result: LPA
and MMP-9 levels were significantly higher in AMI than in UAP  LPA 3.29+0.42vs2.67+0.37 MMP-9 481.7+86.5 vs 237.85+65.34 P<0.
01 ,and in both group were higher than in control group (LPA:1.82+0.31; MMP-9:87.42 +23.85 P<0.01); LPA level was positive
correlated with MMP-9 (r=0.224 P<0.05). Conclusion: LPA and MMP-9 may serve as a potential risk signal to hint the formation and

rupture of unstable atherosclerotic plaque of ACS.
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Table 1 Comparison of the LPA and MMP-9 levels in different groups
Group n LPA pmol/L MMP-9 ng/ml
AMI 50 3.29+ 0.42%4 481.7+ 86.5%4
UAP 50 2.67¢ 0.37* 237.85+ 65.34*
Control 40 1.82+ 0.31 87.42+ 23.85
* P<0.01 4 UAP P<0.01
P<0.01 compared with the control; © P<0.01 compared with the Group UAP.
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