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HEEERER (FEX) |nvestigation of 1L-23/Th17 axis in pathogenesis of psoriasis using

a mouse model.
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WFZERC R OMEE (330) : The roles of IL-23 and IL-22 in pathogenesis of psoriasis were
investigated using K5. Stat3C transgenic mice, as a unique mouse model for psoriasis. The
development of psoriasis—like lesions was attenuated in the Kb5.Stat3C mice being
deficient in IL-23 production. In other hands, the lesions in the IL-22 deficient mice
were generated as same as in the control mice. The results indicated that IL-23 played
a significant role in psoriasis and that some alternative pathways could compensate the
loss of IL-22 in development of psoriasis—like lesions.
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