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The expression level of plasma microRNA-126 in patients with coronary atherosclerotic disease and its
clinical significance WU Xuechun', JIA Yong ping?. 1. China Railway 17 Bureau Group Central
Hospital 030021; 2. Department of Cardiology. First Hospital of Shanxi Medical Univeristy,
Shanxi 030001, China

[Abstract]  Objective: To study the difference of microRNA (miR)-126 expression between
coronary atherosclerotic heart disease (CAD) patients and healthy people, and discuss its clinical
significance.  Methods: Collect the plasma of 114 CAD patients (experimental group) hospitalized in
department of cardiology, the First Hospital of Shanxi Medical University from February to June 2015
and 40 cases of healthy people (control group). The CAD group was divided into three subgroups: acute
myocardial infarction group (AMI, n=40), unstable angina group (UA, n=38) and stable angina
group (SA, n=236). Real-time fluorescent quantitative polymerase chain reaction (qRT-PCR) was used
to detect the miR-126 expression level in each group and the expression differences between the groups
was analyzed.  Results: The expression of miR-126 in AMI group was significantly lower than those in
control group, UA group and SA group (all P<Z0. 05). The expression in UA group and SA group
decreased slightly compared with the control group, but the differenceswere not statistically significant
(both P>>0.05). Conclusion: The expression of plasma miR-126 in CAD patients is different, which is
obviously decreased in AMI group. and may become a new hematological marker for the diagnosis
of AML

[Key words] Coronary atherosclerotic disease; MiRNA-126; qRT-PCR
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