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WFZERE R O (3532) :PYNOD (N11p10) is one of the NLR family member we recently identified,
however, the physiological function of PYNOD is still totally unclear. To investigate
physiological/pathological function of PYNOD, we succeeded to establish PYNOD deficient
mice. We found that keratinocytes from PYNOD deficient mice show lower potential to
produce TNFa after UVB treatment than that of wild-type mice. We further found TNFo
production in skin after UVB treatment also decreased in PYNOD deficient mice. Moreover,
we discovered IFNy production in serum after UVB treatment is higher in PYNOD deficient
mice. These results suggest that PYNOD plays important roles to produce TNFo production
after UVB treatment in skin and contributes local inflammatory responses.
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