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An investigation on the role of T lymphocytes in local response of Nose

—An Experimental study in mice—

Keisuke SANO, Hiromi SHIBA, Hideyuki KAWAUCHI

Department of Otolaryngology, Shimane Medical University, Shimane

Mucosal immunity has been proven to be present in the nasal mucosa as well as
tracheal or gastrointestinal tract. For the last half decade, we have been clarifying the
mechanism of immune response in the nasal mucosa, employing mice as an experimen-
tal animal. In this study, we show that lymphocytes aggregates (nasal associated
lymphoid tissue, NALT) in nasal submucosa have an important role as an inductive site
and/or possibly effector site in a local IgA response and examine the role of T cell
subset in nasal cavity for mucosal immunity, employing a flow-cytometric analysis.
Horseradish peroxidase (HRP) (100ug in 2¢l) as a protein antigen is challenged in-
tranasally 7 times at two days interval for 2 weeks with cholera toxin (CT) (1ug) as a
mucosal adjuvant. Ag specific IgA titers in nasal washings from mice challenged with
HRP with CT are higher than those from mice challenged with HRP only. Nasal
lymphocytes including NALT are harvested for an analysis of lymphocyte subsets by
aflow-cytometry. Flow-cytometic analysis of T cell subsets show that population of a8
TCR positive T cells are higher in Ag-challenged mice than saline-challenged control
mice. These data suggest that NALT could be at least an inductive site of local immune
response of nasal mucosa and that T cell subsets (@8 TCR and/or 760 TCR positive T

cells) mobilized to nasal mucosa might up regulate IgA response in nasal mucosa.
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