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WFZe R B o2 (3530) - Mutations in superoxide dismutase-1 (SOD1) cause a form of the
fatal paralytic disorder amyotrophic lateral sclerosis (ALS), presumably by a
combination of cell-autonomous and non-cell-autonomous processes. In this study, we
identified the cDNAs that expression increased in the primary motor neurons with
astrocytes expressing mutated SOD1 (G93A) compared to control. Then, we made the
transgenic mice with the one of these cDNAs which expressed most in the spinal motor
neuron of G93A mice. They did not show the motor neuron death, so this cDNA we used
may not cause the neuronal death.
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