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Research progress on non-coding RNA in calcific aortic valve disease
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[Abstract] Calcific aortic valve disease is a process involving complex pathological changes such as endothelial injury,

chronic inflammation, extracellular matrix remodeling, cell phenotype differentiation and apoptosis. The aortic valve is mainly

composed of internal valve interstitial cells and external valve endothelial cells, and they are all involved in the pathological

process of calcific aortic valve disease. Non-coding RNA participates in the pathophysiological process of cardiovascular

disease mainly through post-transcriptional regulation mechanism, and may play an important role in the development and

progression of calcific aortic valve disease.
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