BExXc—19

FIZHREHER REHREHDE) HARAREBES
Rk 25 4F 5 H 15 A BLE

HEEES : 32612

MZEiER  EBHE(C)

T HAR - 2010~2012

EREES 22590744

MEFESL (AN HE-GEEARAREMRY —F15—0HiEICk 5B REMEFERIE
D AR

EEEL (EX) Pathogenesis of autoimmune hepatic injury through the migration of
immunocompetent cells into the |iver

MERERSE
A {BZE (NAKAMOTO NOBUHIRO)
BERIBKE - BEFE - B
HEEEHES : 40383749

TR OBEEE (Fn30) -

~ 7 A Concanavalin A B AMEFREEICBWNTTEDA VZBIRO—2ThH 5 CCRI it~ 2
07 7 — VBRI BE A L, IFN-yPEZE Thi HiHE<C NKT IR OF5E 2 ) L ORI I /e
BB 2 Rl-9, S DICAMEFREE RN 2 W2 BEicks VT INF-afEAERE R 9% CCRY
1 CD14+CD16+HARZEREE M L T2, S5 D X 572 B atBA LT T 5 A CCR9/CCL25 R 1
I, BUEFR %2 8 D7 2T R OBINMER X — 7 v § L7 D AlietE s mmg Sz,

WA O R (330)

Liver—infiltrating CCR9" macrophages play a key role in promoting proliferation of CD4"
T cells and generation of IFN-y—producing Thl cells as well as NKT cell activation in
Concanavalin A—induced acute hepatitis. In terms of the clinical relevance, not only the
efficacy of anti—CCL25 mAb for the prevention of Con A-induced hepatitis, but also the
presence of human counterpart cells of murine CCR9" macrophages, CCRO'CD14°CD16"#" cells,
in human peripheral blood of acute hepatitis patients clearly indicate that blockade of
CCR9—-CCL25 pathway would provide a feasible strategy for treating acute hepatitis.
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