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In the present study, we demon- strated that Ngol-deficient T cells
exhibited reduced induction of T helper 17 cells (Thl7) in vitro during Th17(23)- and Th17(( )-
skewing conditions. Ngol-deficient mice showed ameliorated symptoms in a Thl7-dependent autoimmune
Experimental autoimmune encephalomyelitis (EAE) model. Impaired Thl7-differentiation was caused by
overproduc- tion of the immunosuppressive cytokine, IL-10. Increased IL-10 production in Ngol-defi-
cient Thl7 cells was associated with elevated intracellular Reactive oxygen species (ROS) levels.
Furthermore, overproduction of IL-10 in Thl7 (B ) cells was responsible for the ROS-dependent
increase of c-avian musculoaponeurotic fibrosarcoma (c-maf) expression, despite the lack of
dependency of c-maf in Th17(23) cells. Taken together, the results reveal a novel role of NQOl in
promoting Th17 development through the suppres- sion of ROS mediated IL-10 production.
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