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IR RO (330) : iPS cells were derived from skin fibroblasts of ADA deficiency
patients. While AAV-mediated gene targeting for the homologous recombination, followed
by the selection with deoxyadenosine, was performed, corrected clones were not obtained.
iPS cells showed the differentiation into T and B lymphocytes in the culture with OP9
stromal cells. This system is thought to be useful for the functional analysis of corrected

ADA gene in iPS cells.
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