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Analysis of the novel IL-27 signaling pathway involved in homeostasis of
dendritic cells
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In mice deficient for WSX-1, which is a component of IL-27 receptor, the
number of dendritic cells (DCs) substantially decreased in lymphoid tissues and the mice developed
systemic autoimmune diseases with age (Kajita et al. unpublished data). In this study, 1 found that
DC development in the bone marrow culture was profoundly suppressed in aged WSX-1-deficient mice
compared with young WSX-1-deficient mice. Moreover, IFN-y treatment of bone marrow cells inhibited
FIt3-induced DC development. IFN-y treatment also suppressed FIt3 expression on the lineage
negative cells in vitro. These data suggest that in aged WSX-1-deficient mice, the reduction of DCs
in lymphoid tissues is caused by the aberrant development of DCs.
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