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Development of novel therapy for skin inflammatory diseases targeting

WFFERROBEEE (Fn30) : PKCnZ 20 FAERY & LI Fi B RIETRIRIE OB 2 HEEE L, 20k
MR EIT o 7o, FRCEHAMEREREB THHT NE—ERERE R E LTz, 7 hE—ET
N ADFREX, R T2 bR HT 0 7R PKCnic & D PRCniEMEZ2IHI+ 2 2 L TH L%
B IT, 72 PKCnDBEIR TR BLZ MO THZNZIMHI L 9 % siRNA Bl % FLH L7-, B2, PKCn
TEMEALD By 7 F v & LT AMBRB-OTE MR R RIS EET 2 2 2 L, 2 b of|
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nirz,

MR OBEEE (3230) : My goal is to develop a novel therapeutic method for severe skin
inflammatory diseases including atopic dermatitis(AD) targeting PKCn. Inhibition of
PKCn activity by using the dominant negative type of PKCn improved the symptom such
as erosiom and fissure on the back skin of AD model mice. Moreover, novel siRNA
sequences for PKCn, which significantly repress the PKCn gene expression, were found.
Furthermore, Stimulus by wound and reactive oxygen species existed as an upstream
signal of PKCn, suggesting that these signals enhance AD symptom via the increase of
PKCn activity.
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