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[ Abstract] Spinal cord injury (SCID) is a disease with high incidence and high disability,and there is no
effective treatment at present. Patients often have life-long disability, which brings great burden and influence
to the family and society. To a certain extent,the rehabilitation therapy can improve the function of patients,
improve their quality of life,and enable patients to return to society better. Sports training is one of the impor-
tant ways of rehabilitation treatment of SCI,which can promote the repair of SCI to a great extent. So it is of
great significance to explore the mechanism of sports training to promote the repair of SCI. This article intro-
duced the mechanism of exercise training to promote functional repair of SCI patients by reducing secondary
injury,reducing nerve regeneration disturbance, promoting the expression of nerve growth factor, promoting
the proliferation differentiation of endogenous neural stem cells and inducing body plasticity and so on.
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