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Abstract: The restoration of motor function after spinal cord injury is a major problem in the medical field, in which axonal regenera-

tion is the basis and goal of motor and neurological recovery. Researches showed that electroacupuncture was effective on axonal regenera-

tion after spinal cord injury. In this paper, the mechanisms were summarized from the aspects of the formation of glial scar, the role of axon

growth inhibitory factor, the secretion of neurotrophic factor and the growth status of neurons.
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