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Application to the treatment of canine atopic dermatitis based on the mechanism
of the retention of skin memory T cells

Asahina, Ryota
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Experiments were conducted to elucidate the mechanism of retention of CD4+
tissue-resident memory T (TRM) cells in allergic dermatitis. In a mouse model of delayed-type
hypersensitivity, CD4+TRM cells co-localized with classical dendritic cell type 2 (cDC2) in
perivascular clusters. In addition, cDC2 highly produced CXCL16, and administration of a
CXCL16-neutralizing antibody decreased the number and cluster formation of CD4+TRM cells.
Furthermore, CXCR6-positive CD4+TRM cells were pathogenic TRM cells that produced cytokines to
induce a rapid relapse upon antigen re-exposure. These findings were also observed in a mouse model
of atopic dermatitis.
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Newly identification of a CXCR6+ pathogenic skin-resident CD4+ T cell subset in a mouse model of allergic dermatitis that
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