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ZERR R OREE (3£30) : Chronic GVHD (cGVHD) is a main cause of late death and
morbidity after allogeneic hematopoietic cell transplantation, but its pathogenesis
remains unclear. We investigated the roles of Th subsets in cGVHD with the use of a
well-defined mouse model of cGVHD. In this model, development of ¢cGVHD was
associated with up-regulated Thl, Th2, and Th17 responses. Thl and Th2 responses
were up-regulated early after BM transplantation, followed by a subsequent
up-regulation of Th17 cells. Infusion of IFN-y(-/-) or IL-17(-/-) T cells attenuated
c¢GVHD in the skin and salivary glands. Am80, a potent synthetic retinoid, regulated
both Th1 and Th17 responses as well as TGF-B expression in the skin, resulting in an
attenuation of cutaneous cGVHD. These results suggest that Th1 and Th17 contribute
to the development of ¢cGVHD and that targeting Thl and Th17 may therefore
represent a promising therapeutic strategy for preventing and treating cGVHD.
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