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/ INTRODUCTION \

In Europe, about 70 per 100 000 individuals suffer from inherited kidney disease [1]. However, more than 70% of cases remain undiagnosed. Patients’ quality of life could be improved by accurate genetic
diagnosis, which would provide a better prognosis and allow personalised treatment. Treatments for most rare diseases remain scarce due to a lack of experimental models in which candidate variants can
be validated and disease mechanisms can be explored. In this context, the zebrafish (Danio rerio) has been widely used to validate candidate human disease variants and to elucidate the molecular

mechanisms and pathophysiology of disease, as well as for drug discovery. Therefore, our main goal is to improve genetic diagnosis by generating zebrafish models that mimic mutations found in patients

\ and provide an overview of the associated phenotypes.
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* [fthe initial assessment reveals phenotypes associated with kidney disease

L. Generation of a zebrafish line carrying the same mutation as found in the patient

* Injection of a CRISPR/Cas9 complex and a repair template containing the patient's
mutation for a precise editing
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