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Long Non-coding RNA and Acute Myocardial Infarction
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[ Abstract ] Acute myocardial infarction (AMI) is a cardiovascular disease with high morbidity and mortality. Long non-coding RNAs
(IncRNAs) are RNAs that are greater than 200 nucleotides in length and do not encode proteins. In recent years, there is increasing
evidence that long non-coding RNAs are involved in the development of myocardial infarction. It has important regulatory effects on
atherosclerosis, autophagy of cardiomyocytes, inflammatory response, cardiomyocyte apoptosis, and myocardial remodeling. This article
reviews IncRNA on the pathogenesis of acute myocardial infarction.
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S0 WUAEBE (acute myocardial infarction, AMI)
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