Is RNA Structure the Missing Key to Amyotrophic Lateral Sclerosis (ALS)?
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ALS is a devastating neurodegenerative disease Motor neuronal protein KIF5A drives anterograde transport of cellular cargos
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RNA structure plays a crucial role in functional protein synthesis
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RNA splicing modifies precursor messenger RNA (pre-mRNA) into mature mRNA that leads to functional protein
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Mutations in DNA can cause alternative splicing of RNA Mutations in KIF5A are associated with ALS
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pre-mRNAs are different, resulting in alternative splicing.




