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Fig 1 SCBF changes after SCI
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Fig 2 SPEP amplitude changes after SCI
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Fig 3 CMEP amplitude changes after SCI
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Effects of infusing NMDA on SCBF, SPEP and CMEP after SCI

Chen Hengsheng, Liu Liansheng, Wu Yamin, Liao Weihong (Research Institute Field Surgery, Third Military Medical

College, Chongqing, 630042)

Abstract In order to document the contribution of excitatory amino acids (EAA) to the secondary dam-

age following spinal cord injury (SCI), the rat spinal cord was injured at T,;—L, using a modification of the
weight drop (Allen method, 50 g/cm). After SCI, the spinal cord blood flow (SCBF) and spinal cord evoked
potentials (SPEP), cortical motor evoked potentials (CMEP) was measured when 100 pmol of N-methyl —

aspartate (NMDA) were infused to the spinal subarachoid space at the level of T,;. The results showed that
after SCI, the SCBFF of 50 g/cm NMDA group were significantly decreased and the SPEP's and CMEP's
peaks latencies tended to be delayed as compared with 50 g/cm group. There were no significant changes of
SCBF, SPEP and CMEP between 50 g/cm SALINE group and 50 g/cm group. The results suggest that after

SCI, the tissue damage were more serious following infusing NMDA into spinal subarachnoid space and sup-

port the hypothesis that EAA through the NMDA receptor contribute to the secondary pathophsiological ef-

fects after SCI.
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