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Mycosis fungoides (MF) is a cutaneous T cell lymphoma of CD4+ T cells that show
epidermotropism. It is characterized by interface dermatitis (ID) and Pautrier's microabscess (PM),
a clustering of MF cells in the epidermis. This project was conducted to establish MF model mouse
that recapitulate histopathology of MF and to clarify the mechanism of the development of PM.
Since mutation in INK4A/ARF (tumor suppressor gene) and overexpression of C-MYC (oncogene)
are associated in human MF, we isolated CD4+T cells from Ink4/Arf-/- mice and retrovirally
transduced c-Myc and desmoglein 3 specific TCR (H1) that induces ID. T cells were then
adoptively transferred into Rag2-/- mice, which lead to the development of ID and PM that
recapitulated MF. In addition, transfer of Ink4/Arf-/- CD4+T cells transduced with c-Myc developed
PM whereas transfer of Ink4/Arf-/- CD4+T cells transduced with H1 did not develop PM. Our
results suggest that oncogene c-Myc is essential for the development of PM.
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Mycosis fungoides (MF) is a cutaneous T cell lymphoma of CD4+ T cells that show
epidermotropism. It is characterized by interface dermatitis (ID) and Pautrier®s microabscess (PM), a
clustering of MF cells in the epidermis. This project was conducted to establish MF model mouse that
recapitulate histopathology of MF and to clarify the mechanism of the development of PM. Since mutation
in INK4A/ARF (tumor suppressor gene) and overexpression of C-MYC (oncogene) are associated in human MF,
we isolated CD4+T cells from Ink4/Arf-/- mice and retrovirally transduced c-Myc and desmoglein 3 specific
TCR §H1) that induces ID. T cells were then adoptively transferred into Rag2-/- mice, which lead to the
development of ID and PM that recapitulated MF. In addition, transfer of Ink4/Arf-/- CD4+T cells
transduced with c-Myc developed PM whereas transfer of Ink4/Arf-/- CD4+T cells transduced with H1 did not
develop PM. Our results suggest that oncogene c-Myc is essential for the development of PM.
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