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WFFER% R OMEZE (230) : We examined the role of CDld-restricted iNKT cells on host defenses
against mucosal infection (lung or genital tract) of Chlamydia trachomatis muridarum
infection. J a 18—/- gene knockout mice, which lack invariant NKT cells, and C57BL/6J wild
type mice were infected intravaginally or intranasally with C trachomatis (C. muridarum).
In genital tract infection, WT mice cleared infection by day 21, whereas iNKT—/— mice
showed significantly delayed clearance of chlamydia. Invariant NKT cells in genital tract
obtained after the infection expressed mRNA of IFNy abundantly but scarcely of IL-4 or
IL-13. There were more increment of MHC classII"®" CD11b'CD11lc" mature myeloid type DC
in the presence of iNKT cells. Collectively these suggest the protective role of iNKT
cells on the resolution of C. trachomatis genital tract infection. On the other hand iNKT
cells exacerbated (. trachomatis lung infection. In the lung infection, wild type mice
revealed significantly severe body weight loss, increased chlamydial growth and severe
lung pathological changes compared to iNKT—/- mice. Systemic Chlamydia dissemination was
also prominent in the presence of iNKT cells. We found that alternatively activated
macrophages which express Arginase—1 but not NOS are preferentially induced in WT mice
in response to increased production of IL-13 and IL-4 by CD4 T cells and this may explain
the increased susceptibility of WT mice toward Chlamydia lung infection. Our findings
that iNKT cells display different cytokine profiles in different mucosal area (Thl type
in genital tract and Th2 type in lung) even to the same Chlamydia trachomatis infection
may have important insights for the better understanding of NKT cells biology.
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