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Establishment of epidermolysis bullosa model mouse with revertant mosaicism and
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Almost all patients with epidermolysis bullosa lacking type XVII collagen
are known to have revertant mosaic spots. This revertant mosaicism is a phenomenon in which gene
abnormalities are naturally repaired without any artificial modification of the gene, but the
mechanism is not clear. In this study, we developed a mouse model of epidermolysis bullosa that
could develop revertant mosaicism. Using this mouse, we have succeeded in inducing revertant mosaic
cells, and we are now analyzing these cells.
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