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[Abstract] Spinal cord injury (SCI) is a serious central nervous system traumatic disease that usually leads to severe
neurological dysfunction below the site of injury. Studies have shown that SCI is closely related to oxidative stress, inflammatory
responses, and mitochondrial dynamic imbalance. Mitochondrial dysfunction, such as accumulation of mitochondrial DNA damage,
depletion of ATP, and impairment of oxidative stress regulation, can lead to dysfunction or death of neurons. Mitochondrial fusion
plays a key role in maintaining energy balance and promoting neurological recovery after SCI. This review summarizes the changes in
mitochondrial dynamics after SCI and the neuroprotective mechanisms mediated by mitochondrial fusion, with aim to provide new
ideas on the treatment of SCI.
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