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The research progress of role of Nogo and Nogo—antibody in the repair of

spinal cord injury
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11e7 JmA RS 5 % i BRI g % 4t i (PC12 2 i)
BIY 117 WU M 1pg/ml 2] 12pg/ml B, B % B ik vk
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T A A T et B eI b A R A T A v PR BT
M A M AE A AR R . Wilems F5PHF 224 41 A Nogo
PUARRIMNE R AR A 2, R &R £ KW W
B R A AR SR T O IR TRV RS
F 1M 5t B AR AE iR KR 5 Nogo 25 L AR AN BB A 2 itk
AR SZ IR, AN AR R HE AR D TR b g SR T A A P
B R AR PO, Craveiro 880K 5 53 7 (1) anti—
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{000 A A BT P A AT A S O 25 22 B Spl/h Y
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A5 PR IDT 0 K Nogo $T 14 WI 7 0 30 1) 2 #5414
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Research progress of experimental spinal cord injury model
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