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Abstract DFUs (diabetic foot ulcers) represent a common and severe chronic complication of diabetes
mellitus, characterized by multifactorial pathogenesis involving cellular dysfunction and disrupted signaling path-
ways. SCs (Schwann cells) are essential for nerve regeneration, myelination, and axonal function, their impairment
significantly influences DFUs progression. Hyperglycemia induces SCs injury through oxidative stress, ER (en-
doplasmic reticulum) stress, inflammation, and dysregulated autophagy. This review highlights recent advances in
understanding the molecular mechanisms underlying SCs damage and key signaling pathways in DFUs. It identifies
critical factors contributing to SCs dysfunction and potential molecular targets for intervention, providing a founda-
tion for neuroprotective and precision medicine strategies.
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Fig.1 The damage mechanisms of Schwann cells and related signal pathways in diabetic foot
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