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Abstract: Wound healing is the process of restoring tissue damage to its original morphological function, including coagulation,
inflammation, proliferation, and remodeling. Conventional wound healing is mostly dry healing, characterized by platelet aggluti-
nation forming a blood scab covering the wound surface, and prone to scarring. If the wound is too humid, it will cause a chronic
and difficult wound. Moist healing therapy is widely used in clinical treatment by maintaining suitable humidity to improve the
wound microenvironment, promote the synergistic effect of various cells and factors, improve the wound healing speed and ef-
fect, avoid wound scabs and reduce the formation of ulcer surfaces. This paper reviewed the development of moist healing and the
therapeutic mechanism of moist therapy, summarized the clinical application of medical dressings based on moist healing theory,

and looked forward to the future development direction of moist healing therapy.
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Fig.1 Wound healing methods in three different humidity microenvironments
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Fig. 2 Synergistic diagram of multi-cell, enzyme and factor synergy in moist healing
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