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ABSTRACT

With the increasing progress to know spinal cord injury (SCI)in experimental and clinical study and the confir-

ming clinical effect to treat SCI with early methylprednisolone in ninety decade of 20th century,the mechanism of methylpred-

nisolone therapy is understood continuously. Based on them above, a lot of new drugs are found effective for SCI.We want to give

a review about it.
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