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Roles of an RNA-binding protein MBNL1 in polyglutamine diseases
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In CAG repeat expansion diseases including Huntington’s disease, mutant proteins with an
expanded polyglutamine tract are thought to have toxic effects in the cells. It is also
possible that expanded CAG repeat RNA has toxicity in these diseases. MBNLI is an
RNA-binding protein that interacts with expanded CAG repeat RNA and can be involved in
the RNA metabolisms of diseases caused by CAG/CTG repeat expansion. This study
identified the effects of MBNL1 on the metabolisms of mutant RNA associated with repeat
expansion diseases.
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