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Generation of model mice using CRISPR/Cas9
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In this study, we focus on generation of model mouse with somatic mosaicism
of genetic skin disorders. In general, model mice with severe genetic skin disorders such as
epidermolysis bullosa and Harlequin ichthyosis cannot survive for a long time period and these mice
are not useful for treatment studies. We perform transcutaneous gene-editing for Cas9 nuclease
transgenic mice at prenatal or new born period, leading to mosaic model mice that can survive long
term. We have succeeded in generating of CRISPR/Cas9 system which can edit targeted genes. And now,
we transfect the gene-editing system into the Cas9 nuclease mice.
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