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Advances in research on mechanisms of diabetic wound healing
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Abstract: Wound healing is a complex and highly regulated process to maintaining the skin barrier function.
Wounds of diabetic patients are hard or even not healing. Non-healing diabetic foot ulcers can lead to lower-extremity
amputations. Diabetic wound healing problem is the main complication that leads to high disability rate of diabetes
and can threaten the lives in severe cases. The healing of skin wounds requires the synergy of multiple factors to
restore the injured skin to its barrier function. The mechanisms that cause it difficult to heal diabetic wounds are
complex, including oxidative stress, chronic inflammation, decreased neovascularization, peripheral neuropathy,
and imbalance of extracellular matrix accumulation and remodeling. This review classifies mechanisms of diabetic

wound healing and provides a reference for its further research.
Key words: diabetes; wound healing; skin; oxidative stress; chronic inflammation
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Figure 1 Mechanisms of diabetic wound healing difficulties. AGE/RAGE: Glycosylated end product/glycosylated end product receptor;

Angl/Ang2: Angiogenin 1/angiogenin 2; EPCs: Bone marrow endothelial progenitor cells; FN: Fibronectin; HIF-1: Hypoxia induction

factor-1; IGF-1: Insulin-like growth factor-1; IL-1: Interleukin 1;

IL-10: Interleukin 10; MMPs: Matrix metalloproteinases; NGF: Nerve

growth factor; NO: Nitric oxide; NPY: Neuropeptide Y; PAD-4: Peptidylarginine deaminase-4; PDGF: Platelet-derived growth factor; ROS:
Reactive oxygen species; SP: Substance P; TIMP: Metalloproteinase inhibitor; TNF-a: Tumor necrosis factor-o; VEGF: Vascular endothelial

growth factor
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