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C. Safe and efficient Gene editing on human iPSCs D. Which technology to reliably assess editing efficiency?
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Transduced hiPSCs retain a pluripotent morphology, express pluripotency markers (NANOG, OCT3/4, SOX2, These data are part of the IRIS project funded by the French National Research Agency (ANR)
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SSEA4) and can be differentiated into definitive endoderm that expressed CXCR4, FOXA2 and SOX17. Investments for the Future program (PIA) under grant agreement No. ANR-18-RHUS-0003




