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Abstract: Pathological scars are caused by excessive repair of wounds after burn,trauma,and surgery,which are caused by a large
amount of extracellular matrix produced by collagen and other extracellular matrix,including hyperplastic scar and keloid.With the

development of hypertrophic scar,DNA methylation plays an important role in the occurrence and development of scar formation.This

article reviews the research progress of the role of DNA methylation in pathological scars.
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