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Abstract: Diabetic wounds are the most common complications of diabetes. Wounds usually heal poorly, bringing heavy physical and psychological
burden to patients. LncRNA is a non-coding RNA molecule with a length of more than 200nt, which participates in the healing process of diabetic
wounds as a factor regulating the expression of key genes. A large number of studies have shown that IncRNA are involved in the process of wound
healing, and a variety of IncRNA can become therapeutic targets for treating diabetic wounds. In this paper, the mechanism of IncRNA’s involvement
in wound healing and research progress in diabetic refractorywounds are reviewed, in order to provide better clinical ideas for the treatment of
diabetic refractorywounds.
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