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P2 o3 (¥ 3r) : The aim of this study was to unravel the function of
psoriasis—susceptibility gene we found in the previous our study. In this study, we could
discover that the genetic risk factor of the gene in Japanese psoriasis was shared with
Korean psoriasis. Moreover, the proteinproduced by the gene could interacted with another
protein which was involved in wound healing and skin inflammation characterized as
psoriasis—pathogenesis.
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