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[ Abstract] Diabetic foot ulcer (DFU) is a common

and serious chronic complication in patients with diabetes,
characterized by high recurrence rates, risks of disability
and mortality, which imposes a heavy burden on individual
health and the social healthcare system. Mitochondrial
dynamics refer to the dynamic balance between
mitochondrial fission and fusion that maintains cellular
energy metabolism and homeostasis. However, in the
pathological environment of diabetes, hyperglycemia and
oxidative disrupt this balance, leading to
mitochondrial dysfunction and further exacerbating the
inflammatory response and tissue damage in DFU. In recent
years, intervention strategies targeting mitochondrial
dynamics have been considered a potential therapeutic

stress

approach to alleviate DFU symptoms and promote wound
healing. Based on the latest domestic and international
research, this article reviews the progress of research on
mitochondrial dynamics in DFU, with a focus on exploring
its core mechanisms and regulatory factors in the
pathological process of DFU, and summarizes the current
main intervention strategies. Through systematic analysis,
this article aims to deepen the understanding of the
mechanisms underlying mitochondrial dynamics in DFU
and to provide new ideas for targeted therapy in clinical
practice.
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