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CELPHEDIA, a French Research Infrastructure, a reference
center for animal research on rare diseases
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The best animal model to accelerate the comprehension of our genome and of human diseases

Proportion of animal models

With 15 centers distributed over France, CELPHEDIA has developed| !®dstributed centers used in the study of human pathologies
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to answer the guestions of modern biology.

CELPHEDIA, a combination of expertise and skills
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Design and production of genetically modified models, humanized mouse  Costello syndrome: mouse model HRAS G12S reproduces most of the
models, human pathology models, immunodeficient mice and rats : phenotypic characteristics observed in patients
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RTHa genetic disease: mutations in the THRA gene coding the thyroid hormone
receptor TRa1 generating various phenotypes

Generation of genetically modified mice at
helix 12 of the receptor by CRISPR/Cas9
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NHRKHNIPHFWPKLLMKVTDLRMIGACHASRFLHMKVECPTELFPPLFLEVFEDQEV

Bethlem myopathy : anincurable human collagen Vl-related disease
The zebrafish line reproduces a human mutation within an essential splice donor site
of col6al gene using TALE nucleases, provoking an in-frame skipping of exon 14.
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Involvement in European and international projects
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