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Adenosine and its receptors in skin wound healing and fibrosis
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Abstract: Acute and chronic skin wounds are clinically common, with large individual differences, and the
treatment of chronic wounds is more difficult. In addition, skin fibrosis related diseases have grown immensely,
while existing treatment modalities are less effective. Therefore, there is a great need to find a new treatment
strategy for skin wounds and fibrosis. Adenosine plays an important role in wound healing and tissue repair
processes, and adenosine can inhibit inflammatory responses, promote angiogenesis, and promote collagen synthesis
to accelerate wound healing by activating its receptors. However, excessive activation of adenosine receptors can
also stimulate abnormal proliferation of fibroblasts and collagen to mediate dermal fibrogenesis. This review focuses
on the roles of adenosine and its receptors in skin wound healing and fibrosis, which will hopefully provide some
ideas and applications for the regenerative medicine treatment strategies.
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7E: VEGF: I W &4 K EF(vascular endothelial growth factor); FGF-2: 4l 4404 K A 1--2 (fibroblast growth
factor-2); EGF: 3R JZ 4 KA F(epidermal growth factor); IGF-1: [ EFEAK K T-1 (insulin-like growth factor-1);
TGF-B: AL EK K F-B (transforming growth factor-p); PDGF: /M fT4E A K KT (platelet derived growth factor);
eNOS: P41k & & (endothelial nitric oxide synthase); Fb: ZF4EZN iU (fibroblasts); MMP: 5 48 & 1§ (matrix

metalloproteinase); MEK-1:
Wl (mitogen-activated protein kinase)
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