KxXc—19

FEZEMREDREEX REARERNE) ARBAREBESE
Rk 25 4 5 A 22 HIE

BEEES : 14501

BEiER - EABRHE C)

HZEHARS - 2010~2012

BEES . 22591220

MERFEESL (F1xx) FBHEARE. 28, AMKREEICHT LS L—2 7DEEMNERMEICD
W T OEBERRRES

WZesERE4L (¥EX) Basic studies on therapeutic utilities of IL-27 for malignant
me lanoma, psoriasis and alopecia areata.

HERERE

7k3* % (NAGAI HIROSHI)

MEKRZE - EFAHERET - 6D
MEEES : 80335447

WFRFERCROBEEE (Fn30) -

vV AEAVTZERET VRN T, BERAHER L ORISR 50 v 2 —u A F 2T
(IL-27) DIGTAMEIC OV TR 21T o7, £70, IL2T e NRETZTF /YA bhboD
TENA VIR RIETEBICOWTHHRA LT, IL-27 & IL-17 2% TNF-alpha #5#MEO#
HERAHL T A DFEAICT DR Z KT Z & 2R LI LTz,

e R OME (3530) -
We conducted studies on therapeutic effects of interleukin (IL)-27 on malignant melanoma
and psoriasis in murine models. We also examined the effects of IL-27 on chemokine
production from human epidermal keratinocytes and demonstrated that IL-27 and IL-17
exerted opposite effects on tumor necrosis factor—alpha—mediated psoriasis related
chemokine production.
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IL-17 and IL-27 exert opposrte effect on the TNF -a-mediated
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