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Research on relationship between influenza virus infection and acute myocardial infarction”
Guan Xiuru ,Ma Xuehua , Jiang Lizin . Lin Chunyan . Han Li s Du Baiyan

(Department of Laboratory Diagnostics sthe First Clinical College of Harbin Medical University ,150001,China)
Abstract: Objective To study the association between influenza virus infection and acute myocardial infarction (AMID). Methods 74
patients with AMICAMI group) ,77 healthy controls were enrolled(control group). For all subjects,antibodies specific for IV-A and IV-B,
levels of interleukin-18 (I1.-18) and hypersensitive C-reactive protein (hsCRP) were measured by ELISA. Meanwhile, the risk factors of
coronary heart disease were investigated. Results The positive rates of antibodies specific for IV-A and IV-B IgG,and levels of 11.-8 and
hsCRP in AMI group were all significantly higher than those in control group. For AMI group.there was positive correlation between level
of IgG and levels of I1.-8 and hsCRP. After the adjustment of cardiovascular risk factors,IV-A and IV-B IgG antibodies were both correla-

ted with AMI. Conclusion There could be significant correlation between influenza virus infection and AMI. I1.-18 and hsCRP may be in-

volved in the pathogenesis of atherosclerosis and myocardial infarction by inducing and accelerating coronary artery inflammation.
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