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Study on the value of circulating miRNA as a biomarker for the identification of unstable plaque in coronary
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People’s Hospital of Hubei Province, Hubei 431600, China

[Abstract] Objective: To study the role of circulating miRNA in identifying the characteristics of
coronary atherosclerotic plaque. ~ Methods: A total of 120 patients with acute coronary syndrome were
enrolled, including 65 patients with calcified plaque and 55 patients with non-calcified plaque. Sixty
healthy subjects of the same period were selected as the normal group. The expressions of miRNAs
(miR-16, miR-126, miR-155, miR-21, miR-221 and miR-222) were detected in three groups of fasting
venous blood samples, area under receiver operating characteristic curve were used to analyze the
diagnostic value of Circulating miRNAs in non-calcified plaque.  Results: The expression levels of miR-
16, miR-126, miR-155, miR-21 and miR-221 in non-calcified plaque group, calcified plaque group and
normal group were all statistically significant (P<C0. 05). The level of miR-21 in the non-calcified plaque
group was significantly lower than that in the calcified plaque group and the normal group (P<C0. 05).
The level of miR-16 in the non-calcified plaque group was significantly higher than that in the calcified
plaque group and the normal group (P <C0. 05). The circulating miRNAs had a certain value in
diagnosing non-calcified plaques (P < 0. 05). Combined application of miR-16 and miR-21 can
significantly improve the area under the ROC curve.  Conclusions: The expression of miR-16 and miR-
21 in peripheral blood is related to the unstable coronary plaque in patients with ACS, and it can be used
as a diagnostic tool for determining the nature of the plaque.
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