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[ Abstract] Diabetic ulcer (DU) is one of the common and serious complications in patients with diabetes mellitus, which often
leads to infection, necrosis and amputation, with a long and costly treatment period. The healing mechanism of DU is still unclear, and
there is the difficulty of delayed healing, and its treatment and management have been a major challenge in clinical medicine. In recent
years, the potential role of mitochondrial autophagy in DU has become a research hotspot with the in-depth study of mitochondrial
autophagy mechanism. Previous studies have shown that mitochondrial autophagy is an important intracellular self-repair mechanism that
plays a crucial role in maintaining cellular health and functional stability. During the development of DU, mitochondrial autophagy plays
multiple roles in attenuating oxidative stress and inflammatory responses, maintaining mitochondrial functional homeostasis, influencing
cell proliferation and repair capacity during DU healing, promoting DU healing, and enhancing antimicrobial capacity. In this paper, we
illustrate the multiple roles played by mitochondrial autophagy in DU prevention and treatment, as well as the potential applications of
mitochondrial autophagy in DU therapy. It is expected to provide a basis for the clinical application of mitochondrial autophagy in DU
treatment, and to provide more effective strategies and solutions for the treatment of DU.

[ Key words] mitochondria; autophagy; diabetic ulcer; application prospect; mechanism of action
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