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Forced expression of certain transcription factors in somatic cells results in
generation of induced pluripotent stem (iPS) cells, which differentiate into various
cell types. We investigated T-cell and B—cell lineage differentiation from iPS cells
in vitro. iPS cells differentiated into lymphocytes in OP9 co—culture systems. iPS
cells efficiently differentiated into T-cell lineage. However, iPS cells including
B-iPS cells were relatively resistant to B—cell lineage differentiation. One of the
reasons of the failure of B—cell lineage differentiation seemed due to a defect of
Pax5 expression in the differentiated cells. Therefore, current 1in vitro
differentiation systems using iPS cells are sufficient for inducing T-cell but not
B-cell lineage.
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