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Clarification_of peripheral tolerance mechanism involved in the onset of
autoimmune skin diseases
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Utilizing desmoglein3 (Dsg3)-specific T cells (H1 T cells), two experimental
models were established for clarification and analysis of peripheral immune tolerance mechanism. In
the first model, we made mice, which lack Dsg3 only in the thymus by applying thymus

transplantation into Nude mice, and then performed bone marrow transplantation to these mice from
H1-tg mice. In these mice, H1 T cells matured in Dsg3 deficient thymus, and then, disappeared in
Dsg3 expressing periphery. In the other model, H1 T cells existing in the periphery of H1-Dsg3-/-
mice were adoptively transferred into WT mice. In these WT mice, H1 T cells disappeared after
proliferation. Taking advantage of these models, we clarified that peripheral immune tolerance
mechanism is initiated by antigen presentation to H1 T cells in skin-draining Iﬁmph node, and
divided into proliferation phase and disappearance phase, orchestrated by some kinds of cell
populations.
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