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MR OMEE (F530) : Phospholipase Ce (PLCe) is an intracellular signal transmitter involved in
regulation of inflammatory cytokine production. In this study, it was shown that PLCe cooperates with
the NF-xB pathway to upregulate inflammatory cytokine production in epidermal keratinocytes. In the
transgenic mice overexpressing PLCe in the epidermal keratinocytes, the development of dermatitis
requires the increased production of interleukin 23 by the keratinocytes.
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