BXF-19 ,} ﬂﬁ

N H I

HFEMREDRER (FHARBAEEBIBE) HRUARBES

VR 2 54 6 H 6 HEIE

WREAES : 17701

HRiEE . EFHRB)

FFZTHEARM - 2011 ~ 2012

BRREEE - 23790447

MEFEESL (X)) HADNAHEEZEBHMGB 12Xk 2 RAEDEZEHHLEA Y

WFRERES (EX)  Spatiotemporal spread of inflammation caused by HMGB1 nuclear
DNA-binding protein

MRRRE
Kl B&F (OYAMA  YOKO)
BREKRE - EFE - HFHMER - FHEMH
HEEES : 20583470

WRFERCR O (Fn30) -

BE T DNA ZEb7e EENTEH T2 B2 0N TWEERDN, O & 72 OHIREEEE

R0 T7 7y —UNbOFI LI L VIS~ SIS & iR L RO RIEZ AR L

HESE2 0 2 LWEEREHOMER b6 S Tn5b, FxidtoREMEER

T % High Mobility Group Box-1 Protein (HMGB1)Z23 AIZEERIED — DD AT 4 T—H —Th

D FIEDERMAL, BIELORE, OV TS~ 22 b5l SR I T L2H56NI LTS,

AR TIE, S5 RAEMBIERE A = X LOMEHZ BT KA e EIEME B &

€T V& HORGEATT > 72,

=R RIFERIEICBIT 5 HMGB1 OEREE A 1 =X A L Z OflHEE=

WIENEE R 2 B8 LIZBR IS, T ORIEMEA T 4 =— % —Tdh % HMGB1 HlflI XML E AR A K Th

%, HMGB1 #2802, W5 OB KT T Mz HMGB1 @& 58 HIER L. TRtk

MEATo T,

@O HMGBI1 Z&KTédh 5 RAGE(Receptor for Advanced Glycation Endproducts). Toll-like
receptor (TLR) 2. 4 O3k L O HMGB1 iF# 5 Tk 2 2 6 HOEL

© BrREWETAVEZHV, HT HMGBL ik G2 Ek. ABFEGHEEZ L br—L e LT
SRR, RIEVEY A R A L OWNE, I KOV 70 & 2 AR REEIC X 55T HMGB1
FURD P IEMERIETERIE L L COFREMED K

@ ARHFEFERIEIZEIT D Thrombomodulin(TM) B 5- 0> 4 1

@ ARAEERIEICI T DIEMERESE OB 535 X O ORIEAEHEE O

ASEIOMZERER LV, HMGB1 &M, 725 NS TM TR ZFERIEDIRIED X — 7 v N eied

ATREMED R ST,

MR R OMEL (3530) -
High-mobility group box-1 protein (HMGB1) was originally described as a nuclear

DNA-binding protein that facilitates gene transcription by stabilizing nucleosome
formation. HMGBI1 can also be released or secrete extracellularly from cells as a result of
cellular necrosis or activated macrophages/monocytes in response to inflammatory stimuli

respectively, and acts as a pro-inflammatory cytokine or alarm signal for tissue damage.



We have revealed that HMGB1 can trigger a potent inflammatory response and accelerates

granulomatous inflammation leading to severe tissue injury. In this study, we tried to

disclose further mechanism of HMGB1- associated granulomatous inflammation. From a

point of view that controlling HMGB]1 is essential for treatment of granulomatous nephritis,

we studied experiments using a granulomatous nephritis animal model to investigate

follows;

1. The relationship between degrees of the nephritis and HMGBI1 receptors expression

2. The effect of anti-HMGB1 antibody
3. TM association of the nephritis

4 . Reactive oxygen species association of the nephritis
We have found that receptors of HMGB1 and TM could be a target for inhibiting

granulomatous nephritis.
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