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Study on the Effect of miR-155-5p on Myocardial Apoptosis Induced by
Acute Myocardial Infarction in Rats

REN Hongmei, YANG Yang,SHAN Shifu,MA Lina, LI Zhenjun, XI Shaojing
( Cardiology Department ,People’ s Hospital of Ningxia Hui Autonomous Region ,Yinchuan 750001 , Ningxia , China )

[ Abstract] Objective This study investigates the protective role of miR-155-5p in rat models of acute myocardial infarction. Methods
Healthy male SD rats were injected with either control vector or miR-155-5p adenovirus, forming control model groups and miR-155-5p
overexpression groups,to study the effects on cardiac function, myocardial injury markers,and myocardial cell apoptosis. Results The results
showed that the cardiac function of the miR-155-5p overexpression group significantly improved , myocardial injury markers were reduced,and
the area of myocardial infarction and cell apoptosis were decreased. Additionally, overexpression of miR-155-5p also enhanced the survival
ability of H9¢2 cardiomyocytes under hypoxic conditions and reduced the expression of apoptosis-related proteins. Conclusion This indicates
that the overexpression of miR-155-5p can effectively protect myocardial cells and alleviate myocardial damage caused by acute myocardial
ischemia , potentially serving as a new target for the treatment of myocardial infarction. This study provides a new theoretical basis for the
application of miR-155-5p in the diagnosis and treatment of myocardial infarction.
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