BXF-109

5

N H I

> ||
4
K A K E

HFEMREDRER (FHARBAEEBIBE) HRUARBES

Rk 25 4 5 H 20 HEBLE

HEIES : 10101
MEiEE - HEFHE B)
FHZEHARS - 2011~2012
SEEES 23791242
MERESL (FIX) KEMEXRAREICH TS THIEEY Tty FO@FHFTEAREDRARE
HEiEEL (EX) Analysis of the role of T cell subsets and the development of novel
treatment for bullous pemphigoid

MERRE

KR <z  (UJIIE HIDEYUKI)

EEKXRE - LB EXREREE - B

MEEES : 60374435

WFZERE RO EE (Fns0) « AWM REE (BP) ®F A~ ABIOYA bhA v ) v I T
F (RO) v~ AZHWT, BPIZBIT2S T Mlat 7+ b O®RE 2N Lz, IL-12KO ~ 7
2B LINILAKO ~ Y 2% HWTCT 75 47 BP w7 AEF A %E1ER LT, IL-12KO ~ 7 A Jji
ML=y Tl IgGl OwENR< A5 (Th2 BUKE) . IL-4KO ~ w7 Afiifa L o v
T2 b TIE IgG2 DILEN L Vi8R o728 (Thl BUKS) . fROEE LK Z OFLEIXIEIE
A% Chotz, UEXD, YA "HA D/ v 7T 0 MIFUKRY 77 T 2CERE LT
OO, HFUKFELESS BP v 7 AET /VORBA AEE(LICHA L0 E b b SR &
DRIE X7,

R OB (#30) : We analyzed the role of T cell subsets in bullous pemphigoid (BP) by
using active BP mouse model and cytokine knockout (KO) mice. We generated active BP
mouse model by using IL-12KO mice and IL-4KO mice. BP model mice that received
IL-12KO splenocytes showed strong deposition of IgG1 (Th2-type reaction) and BP model
mice that received IL-4KO splenocytes showed strong deposition of IgG2 (Thl-type
reaction), while the deposition of complement and skin disease were almost same in both
models. These results indicate that cytokine KO induce the difference in IgG subclass but
fail to induce the difference in the amount of IgG-production, disease severity or
complement activation in BP model.
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