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Genomic surgery by genome editing of pathogenic mutant genes in oral

maxillofacial disease-specific iPS cells
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iPSCs were established from peripheral lymphocytes of healthy subjects and

patients with various inherited oral-maxillofacial diseases using serum-free medium hESF 9 and
Sevdp, and their cellular characteristics and ability to differentiate into specific cell lineages
were examined in serum-free organoid culture. In addition, we compare the differentiation potential
to 3 germ layers and the structure of each induction tissue in iPSC- derived teratoma in the dorsal

back of SCID mouse. We conducted a full genome analysis of DNA from patients with genetic diseases
by the next generation sequencing (NGS), clarified pathogenic mutant genes and other mutations, and
aimed to develop a new treatment method for the genetic disease.
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CD90, ¥ L UCD105 HilAL Itz R L
=20 WT 3 L OUNF1- 1PSC i< MSC
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iz &, NFI B+ RENFELT
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NF1 E5FI2 X - CTHlfE &5 Ras/MAP
VT E, FEA OEEFER I KD HE S
HTEDBMOENTND I END, RSP
DAREERMERL T — & — Iz Huviz
B2 4TI iPSC 12 31F b Ras/MAP o7
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