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Abstract Objective: Investigate the protective effects of glial cell derived neurotrophic factor (GDNF) on injured
motor neurons mediated with glutamate. Method: Organotypic spinal cord cultures were made in 8-day—old rats.
The slices were divided into 5 groups: control group, model group and GDNF Ing/ml 5ng/ml and 50ng/ml group.
We inspected the morphologic changes with inverted microscope and calculated the number of spinal motor neurons
with SMI-32 immunohistochemical staining. Result: The spinal cord slices of GDNF groups had good morphology

similar to those of the control group. The number of SMI-32 positive o motor neurons decreased in model group

compared with control group while

GDNF  groups dose —dependently increased compared with model group.

Conclusion: GDNF could protect motor neurons from the glutamate excitotoxicity.
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