* 1030 - 2008 11 14 11 Chin J Rehabil Theory Pract., Nov. 2008 ,Vol. 14, No.ll

L] L]
1 2 2 2 2 2
b b 2 2 b

[ ] ( CGRP) ( AChE)

s CGRP AChE . 60 Wistar (A
)~ (B ) Cc ), 12410 Karnovsky Roots AChE .

CGRP . CGRP AChE , C 10 , B

;CGRP AChE ., ,CGRP AChE

Changes of Calcitonin Gene related Peptide and Acetylcholine Esterase in Motor End Plates after Spinal Cord Injury in Adult
Rats ZHANG Ai-feng , OU Xi-chao ,YANG Zhao-yang , et al. Neuroscience Research Institute of Capital Medical University ,
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Abstract : Objective To explore the degeneration of motor end plates ( MEP) by observing the expression of calcitonin gene- rel-
ative peptide (CGRP) and acetylcholine esterase ( AChE) in the MEP after different types of spinal cord injury. Methods 60 adult
fe male Wistar rats were randomly assigned to 3 groups : sham group, completely transection group and contusion group . The content
of AChE in the MEP was detected with Karnovsky Roots staining and the expression of CGRP was then determined with im munohis-
toche mistry . Results The content of both AChE and CGRP significantly decreased after either type of spinal cord injury. However,
their activity gradually recovered to the normal level in the contusion group, but not in the transection group. Moreover, the changes
of CGRP occurred earlier than those of AChE. Conclusion The motor end plate degenerates differently after different kinds of spinal
cord injury in adult rat, CGRP and AChE are related to the degeneration of MEP.
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