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Changes of Serum Levels of MicroRNA-155 in the Patients
with Viral Myocarditis and Their Clinical Significances

LIU Pei-yong, XIE Mei,JI Yu-giang,ZHAO Zhao,CHENG Man-li
(Department of Cardiovascular Medicine,the First Hospital of Xi’an City, Xi’an 710002, China)

Abstract: Objective To explore the serum levels microRNA-155 (miR-155) and their clinical significances in the patients

with viral myocarditis. Methods The serum levels of miR-155 were detected by reverse transcription polymerase chain reac-
tion (RT-PCR) in the 38 patients with viral myocarditis and 38 healthy controls. The serum levels of cardiac troponin T
(cTnT) were detected by electrochemical luminescence method. The relationship between miR-155 and ¢TnT was analyzed
by statistic analysis. Results Compared with healthy controls (1.27 £ 0. 34), the serum levels of miR-155 in the patients
with viral myocarditis (1. 7240. 59) were statistically higher (t=4. 074, P<<0. 01). The serum levels of miR-155 were posi-
tive correlation with ¢TnT in the patients with viral myocarditis (r=0. 624, P<Z0. 05). Conclusion The serum levels of

miR-155 in the patients with viral myocarditis were increased and related with the severity of myocardial injury. miR-155

may be involved in the occurrence and development of viral myocarditis.
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