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Altered autoinhibition of KIF5A in neurodegeneration
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o i Kinesin is a type of molecular motor proteins involved in car
within cells. Genetic mutations in KIF5A gene, a neuronal kinesin, cause amyotrophic

o transport
ateral

sclerosis (ALS). Most mutations occur around exon 27 of KIF5A, leading to the skipping of exon 27
due to mis-splicing. We analyzed the mutant KIF5A resulting from the skipping of exon 27.
Biochemical and cell biological analyses using recombinant proteins of the ALS mutant KIF5A revealed
that ALS-associated KIF5A protein is prone to form aggregates and oligomers in cells and in vitro.
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