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For autoimmune diseases and graft-versus-host disease (GvHD) after
hematopoietic stem cell transplantation, treatments that weaken the entire immune system are used,
resulting in many side effects. If regulatory T cells (Tregs) specific to the causative antigen
could be transplanted, it could become a curative therapy. However, primary Tregs are difficult to
proliferate, and practical application remains out of reach. Therefore, | aimed to establish a
method to convert T cells, which were re-differentiated from iPS cells, into Tregs. | screened and
identified a combination of drugs that induce the expression of FOXP3, a protein that characterizes
Tregs, in iPSC-derived T cells. Furthermore, we confirmed that iPSC-derived T cells, with induced
FOXP3 expression, suppressed the proliferation of cytotoxic T cells in vitro and inhibited GvHD in
mice in vivo.
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