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Long non-coding RNA and myocardial apoptosis
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Abstract : Long non-coding RNA (LncRNA ) is a kind of RNA transcript with a length of more than 200 nu-
cleotides and no functional protein coding ability. There are differences in the expression of LncRNA in cardi-
ovascular diseases. Myocardial apoptosis is an important pathological process leading to a variety of cardio-
vascular diseases. LncRNA can affect myocardial apoptosis in a variety of ways. This paper reviewed the re-
search progress of the relationship between LncRNA and myocardial apoptosis, and summarized the mecha-
nism of LncRNA affecting cardiovascular disease by regulating cardiomyocyte apoptosis.
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