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e R OMEEE (J530) © Amyotrophic lateral sclerosis (ALS) is a fatal neurodegenerative
disease characterized by progressive motor paresis. Recently transactive response
DNA-binding protein 43 (TDP-43) was newly identified as one of the targeted protein of
sporadic ALS, however, their significance has not been fully elucidated. We succeeded
in establishment for rat model of sporadic ALS by the method of overexpressing wild-type
of human TDP-43 in spinal cords of rats by injecting adeno—associated virus vector into
their cervical cords. Our animal models will provide a valuable tool for studying the
pathogenesis of sporadic ALS.
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