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[ Abstract ] Acute myocardial infarction ( AMI) refers to the severe and persistent ischemic necrosis of the corresponding myocardium
caused by the sharp decrease or interruption of coronary blood supply. Long non-coding RNA (IncRNA) refers to a class of non-coding RNA
whose length exceeds 200 nt. It has been proved that a variety of IncRNA and its related target regulatory pathways are involved in the
occurrence and development of AMI. The aim of this article is to elucidate the research status of IncRNAs expression and related regulatory
pathways in acute myocardial infarction, and to explore the possibility and challenges of using IncRNA and its related regulatory pathways as
precise biomarkers for the diagnosis and treatment of AMI and potential targets for improving prognosis.
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