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Abstract: Pathological scar is a kind of fibrous skin disease characterized by an abnormal increase in fibroblast proliferation and
invasion, and it mainly includes hypertrophic scar and keloid, and its pathogenesis is very complicated. At present, it is known
that fibroblasts are the main effector cells of pathological scar formation, which promotes the imbalance of metabolic process
and leads to excessive deposition of extracellular matrix. The heterogeneity of fibroblasts largely determines the repair outcome.
Therefore, in-depth study of fibroblasts to improve the mechanism of pathological scar formation and find targets to inhibit scar
formation has become the focus of research in recent years. CD26/dipeptidyl peptidase-4 (DPP IV) is a multifunctional type
IT glycoprotein distributed on the surface of fibroblasts, which is closely related to the formation and development of fibrotic
diseases. Drugs targeting CD26/DPP IV can treat fibrotic diseases such as pathological scar. This paper reviews the pathogenic
mechanism and clinical application of CD26/DPP IV in pathological scar, in order to provide reference for clinical treatment of
pathological scar.
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