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Correlation study of inflammatory factors in acute coronary syndrome
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Abstract: Objective To investigate the potential correlation of inflammatory factors including serum leukocyte adhesion mole-
cules CD11b/CD18,C-reactive protein(CRP) ,soluble vascular cell adhesion molecule-1(sVCAM-1) and soluble intercellular adhe-
sion molecule-1(sICAM-1) with acute coronary syndrome(ACS). Methods 111 patients with ACS from June 2008 to June 2011
were selected and divided into two groups, the unstable angina pectoris(UAP) group(n=>53) and the acute myocardial infarction
(AMD group(n=58). And 45 individuals with healthy physical examination were selected as the control group. After 3 months, the
serum levels of CD11b/CD18,CRP,sVCAM-1 and sICAM-1 were compared among the three groups. Results The double positive
expression rate of CD11b/CD18,CRP,sVCAM-1 and sICAM-1 in the UAP and AMI groups were higher than those in the control
group(P<C0. 05). Conclusion CD11b/CD18,CRP,sVCAM-1 and sICAM-1 are closely correlated with ACS and the important risk

factors for the ACS patients happening major adverse cardiac events(MACE).
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