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Genetic diagnosis of Neurofibromatosis type 1 (von Recklinghausen’ s
disease) and establishment of NFl-specific induced pluripotent stem cells
(iPSCs) for the study of disease mechanisms.
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Genetic diagnosis of Neurofibromatosis type 1 (von Recklinghausen’ s
disease) and establishment of NFl-specific induced pluripotent stem cells
(iPSCs) for the study of disease mechanisms.
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