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Nonsense mutations are severe and common in PKD
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Novel compounds read-through premature stop codons
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Existing animal and kidney organoid models lack mutations amenable to read-through




Nonsense PKD mutations can be modeled in hPSCs
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Nonsense kidney organoids form PKD-specific cysts
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Nonsense read-through prevents PKD cystogenesis
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Read-through is not associated with cytotoxicity
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Conclusions & Future Directions
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