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WFFERE R OMEBE (330) @ It is required for the improvement and process of establishment
efficiency induced pluripotent stem (iPS) cells. Reprogramming of the cells involves an
intermediate mesenchymal—-epithelial transition (MET)-1like process that is also regulated
by TGF 8. In this study, we have tried to find out the molecular mechanisms in MET process
regulated by TGF-j.

We used mouse embryonic fibroblast (MEF) cells from TGF-b receptors conditional knockout
mice crossing with CAG—Cre Tg mice. Then we generated iPS cells from the MEF cells by
lentivirus vectors which encode Nakayama factors under the control of doxycycline
dependent expression system. These iPS cells showed clonal variety and required longer
passage for stabilization.
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