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Endothelial-mesenchymal transition (EndMT) results from the induction of some transcription factors, leading to
a shift in cytoskeletal dynamics and a change of morphology and physiology from epithelial to the mesenchymal
phenotype. Previous studies in recent years showed that EndMT participates in endothelial function regulation,
development and remodeling of myocardial cells, vascular and heart valves, which indicates the essence of research
on EndMT in cardiovascular diseases. Therefore, to understand the mechanisms and signal pathways of EndMT
may provide therapeutic strategies and perspective for treating the diseases.
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