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Abstract: Hypertrophic scar is a common clinical skin fibrosis disease, which is formed by excessive wound healing. It brings psychological and
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physical pain to the patient in terms of appearance and body function. In severe cases, it even affects the patient's self-confidence and makes them
feel inferior. Although the formation mechanism of hypertrophic scar is not fully understood, with the continuous deepening of related research, the
current research on the pathogenesis of the disease has entered the cellular, molecular and genetic levels. Transforming growth factor-p1 signaling
pathway, phosphatidylinositol 3 kinase/protein kinase B/mammalian rapamycin target protein signaling pathway, Hippo signaling pathway, Notch
signaling pathway and Hedgehog signaling pathway are involved in the formation of hypertrophic scar This article mainly reviews the above-mentioned
signaling pathways in the pathogenesis of hypertrophic scars, aiming to provide a reference for further understanding the pathogenesis of hypertrophic
scars.
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