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Developing a novel therapeutic approach by regulating disease-specific
mitochondrial fragmentation

Tanaka, Tomohiro
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Mitochondrial fragmentation is a hallmark pathology in both
familial/sporadic amyotrophic lateral sclerosis (ALS) , attracting attention as a key therapeutic
target. Our aim was 1) to identify protein-protein interaction that specifically contributes to
mitochondrial fragmentation in ALS, 2) to identify a drug that inhibits this interaction.

We show that Drpl-Filamin A interaction was promoted in the spinal cord of ALS model mice.
Furthermore, post-symptomatic administration of Cilnidipine, a compound that inhibits Drpl-Filamin A
interaction, significantly extended the life span of ALS model mice.
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