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Association of eosinophils in peripheral blood and high sensitive C-reation protein in patients with acute myocardial in-
farction® WEI Xin ,WANG De-zhao,CHEN Bu-xing” (Department of Cardiology ,Beijing Tiantan Hospital ,
Capital Medical University ,Beijing 100050,China)

[Abstract] Objective To observe the changes of eosinophils in peripheral blood and high sensitive C-reation
protein in patients with acute myocardial infarction(AMI). The aim of this study is to investingate the association of
eosinophils in peripheral blood and high sensitive C-reation protein in patients with acute myocardial infarction. Meth-
ods The study enrolled 50 acute myocardial infarction patients who were treated in Beijing Tiantan Hospital from
January 2014 to June 2014 (27 ST-segment elevation myocardial infarction and 23 non-segment elevation myocardial
infarction) and 50 medical individuals who were randomly chosen from the same period of time. Eosinophils counts
and percentages and levels of high sensitive C-reation protein in all individuals were determined. Eosinophils counts
and percentages and levels of high sensitive C-reation protein between two groups were compared. Association of eo-
sinophils in peripheral blood and high sensitive C-reation protein in patients with acute myocardial infarction was e-
valuated by Pearson correlation. Results Eosinophils counts and percentages in AMI patients were significantly low-
er than those in the control group (P<C0.01). There was a significant inverse correlation between eosinophils counts
and percentage and high sensitive C-reation protein (r= —0. 254, P<0. 05;r= —0. 239, P<C0. 05, Pearson correla-
tion). Conclusion Patients with acute myocardial infarction presented decreasing of eosinophils counts and percenta-
ges. Eosinophils counts and percentage and high sensitive C-reation protein presented negative correlation. It was pos-
sible that Eosinophils took part in the inflammatory response and the Eosinophils played an important role in the
thrombosis in patients with acute myocardial infarction.
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