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RAN proteins in neurodegenerative disease: Repeating themes and unifying therapeutic strategies.
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screening. IScience, 2022, 25, 104198.
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Hippocampal sclerosis dementia with the CO9ORF72 hexanucleotide repeat expansion. Neurobiology of
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Repeat associated non-ATG (RAN) translation: new starts in microsatellite expansion disorders.
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Repeat-associated non-ATG (RAN) translation in neurological disease. Human Molecular Genetics, 2013, 9.9 136
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Clinical and genetic features of spinocerebellar ataxia type 8. Handbook of Clinical Neurology | Edited
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