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Abstract

Promoting wound healing has long been an important topic in the medical field, with angiogenesis and vascular remodeling being
crucial for wound healing. Endothelial-to-Mesenchymal Transition (EndMT) plays a significant role in angiogenesis and vascular
remodeling, and has been a research hotspot in recent decades. This article comprehensively analyzes the relevant signaling pathways
of EndMT and its role in wound healing, aiming to elucidate the occurrence and development process of EndMT during wound
healing. By adopting more promising treatment strategies to guide clinical practice, the article aims to enhance the clinical efficacy of
EndMT-related treatments and promote the continuous development of the wound healing field.
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