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Research progress on lactate and lactylation modification in skin wound healing
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Abstract Wound healing involves multiple stages, including hemostasis, inflammation, proliferation, and remodeling. Previous studies
have confirmed that lactate accelerates wound repair by regulating immune responses and promoting cell proliferation, while recent
research has revealed its roles in activating key gene expression through lactylation (an epigenetic modification) and synergistically opti-
mizing wound repair via metabolic reprogramming. This article focuses on the mechanisms underlying the regulatory functions of lactate

and lactylation in the wound-healing process , exploring their potential to promote tissue repair through metabolic reprogramming and epi-

genetic modification, and provides a new perspective for developing therapeutic strategies targeted at metabolic-epigenetic networks.
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