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BEBRKER BI(HMGB-1) 5BEARUHARER
FRE, FAE, R (IEAERIELTIRE, T 90T 212013)

[ ®] WEBRKEA BI(HMGBL) A —HERNBMLERFRELET, 7B R/ AR B, 4 h
EACRBHARES B RSN FRIER Y, —EH UK, HMCBl ZEEHARELEFRERFRES A, BEASGE
WRRr B RIER R BRI, L4k, HMGBl MM AR LT HRERATRBRRE . KEHRERBR, HMCBI

R B B CESBRESECHRERBTREEEER,

[XRiA] RIBRKED BL; R4F; F414
[FES2S] R392.12 [XMERHER] A

FEBREEE Bl (high mobility group box 1, HMGB1)
R—MFETHRBERELAERD, T ESHTHE., B, F.
B G MR, BSAR, HMGBL /e —FEE RN AN B
REMMEF, 7T EGHES B2 540w SR,
N RRUER VRS SRERY, LS5HN. 8 SRREERRK.
DMERRUARSHBEFELNREFNHRX, AR
HMGB1 54 RH/EA LA RNV BIETER,

1 HMGBI1 3R

REBRER (HMG) B H Johns F 20 HH 48 70 £RZE
MR R, B—FILPHFETHEEEARANIES
BEAREHAEAEH. HMC @R EBRMENSFHE (M,)
/(25 000 ~30 000) , 7E PAGE MK EBHERTEL",
2000 {EE PR HMG £UURHE HMG BA/D . FF#Ebl#E % DNA
K##E4rh HMGA, HMGB, HMGN %, BB REH Bl X
HMGB XM RZ—, HEH#IL ERERT, HigRaiws
A#) HMGBI | 215 MEERA R . HMGBl 4 FREF 215
DNA £AMGHER, HASFNBE,; I HEEEHEAR
BHEEMMOBREFRR(E 1A) P, K, BERHREAERN
RREH, A ZTURE LK HMCBl 5AEM 4% 4, HA
REEYFER, Bt A £ B A 5 HMGB] #4418
HMGBI ##ifE ™ . A HMGBL Z:HE M FRf bk 13q12, BH

B JE 2EAT TG BEEAL . BARRLFIBER AL S i T,

AR Bk
2 79 89

kTR
163186 5

SHRAGES ()4 150 183
HWPIRAGEZ 1)V L RAGER: T ALK

B 1 HMGBI 481,

HMGB1 B—M &R UBHNED, TR AT Hmgbl =/~
WCREE R 2012 -09 -27; #EFEMN: 2012 -10 -23

MNRAEHAET 24 h REMMENBETHIET, T4 P Huogbl /-
/ANBABRAGET IS /) BARFE S R . HMGBL 4 %35
FHEEA, KB RERRTEERAKEN. 401
P9, HMGBI W[ L) # ¥ DNA R B i o R A A 48 R fE
FA™ ; TiZE4RKa5h, HMGBI A4 E Fr M &, Tk
FRINBREAFHEL. BEREAR, RELER
m(s-G] ”

MREA, RARBARGH AR S B 3 BK
HMGB1" ; 3 3 4 2% 47 2 0 42 98 40 I3 76 32 B) 4% o 30 3
(LPS, TNF-a, IL-1 %) J5, AIALFH A K HMGBl BB ZE
MU, A BBIARIAA S BB, Z B 2
R BB AN . WE S HMGBL A&
K B & 5#1 324 (423 RAGE, TLR2, TLR4, TLR9) &4,
MRS FAEY R : /6N B 45 E FRIEARHS
5%, JENS S RERRMBOR; 8N eRNE,
{3 DC R Thl B4k; &b, BE SRR, M T 40
H. i, EBSH5HERGEBE; AEEE. KBTS
B, HMGB1 ZE B M E, X4, M, O mEER, &
BUEEZHERTREBREER,

2 HMGBI1 S5k #4

Hamada SV S350, 45 R0 B4 45 40 M0 25 I W 0 SE S8
IRV R HMGB] jyFak BN, ZRRBERSH
ANBUEA AR T R IR B, TS HMGBI 3
{RSRARAMR Z B (ethyl pyluvate, EP) ] HMGB1 Bk Z
MTUBRBAERERBRES NI S, RERH,
HMGBI1 o] DAZERS P RIMAR 4T 4 4R B384 . He &1t
HMGBI R332k RAGE ZEfh4F b RIEB B, WEH
B, HMGB1/RAGE {551 I Bz B B 41 ML 0 $5 25 aE B AR 4
BUAMXERATHEE, #TS5RBERINNTS
tho BHFBRI, LR REITE BLALINES , HMGB1 By
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FHE|BENM . RE HMCB1 ZER 4R 484k R B9 /E DL
MkIEA, {Ei% HMGB1 BTh AR AT BB AR 038 IT I 4 44k 19
BRFRE . 1 HMGBI Y7 W45 £5 A1 47 48 4L 40 FT RE L&) 2
(1) -3 L4038 4 FA BT 4F AL B B AR 2 — , LSk HMGB1 701
RAGE 45&, EdHES MEHERXN THARTBHELE, 25
RASELE"; Q) KBMFER, THAMKRBERSNN
SR/ NRBRRRHZ—"Y , HMCB1 3815 LE m4ni
7= i 44 B B F40 VEGF, TNF-o 0 IL-8 45050 | gy o3 liy,
HMGBI1 ;&3 25 ME 4 RIEEMA E P RIEER; (3) BT
S5, WZARGAM(dendritic cell, DC) BRI T T SMKTE
EAEAERR I EER , Dumitiu 2 3240, % 6H DC
3 HMGB1 "I LIS B B RE. R T 40 I7E M4 1
AR R/ M AF S, {BHT HMGBL T RRE MK T 40
IRAER R MR B RS R4k

3 HMGBI1 544

P YEAL (cystic fibrosis, CF) —Fh R0 2 E 2% A4 1t
fetegiR. EERINIM WA THRERERL, IR ILE N
FEOZRER. BRI RYEEISKEURBREBY,
BFFR AR EERERR, SR 4o 4 H Y
AR R SERIE . 7 CF B iyt -k HMGBI [k
BB, SRR R R R AR S HoR 4
filo [BY, HMGBL AF# TLR4 [F SRR FHE WA MY
Ril, FEYWERANE ST R AW, 58
HMGBI HfififkibE 5, CF B RERGME, B4
WA BMIE" . WABIRER, HMCBL 35K
HAEAERENBERER, THYESRRETRY—
P . Rowe %! R HMGBI [ RIKFERIEL B 1L
KERHPE—EEMH, HRBEfhRE CFBER CF RIESHY
HAIsh HMGBI RyFR3k3434tn, HMGBL 7] LA5E:t CXCR & #
BREHEALF R4 RBE R IERA, R HMGBL #13%
R IR T R IE R BE A A TS R T LA HE N,
HMGB1 WA SEAWYRIER CF AFEENWYER, T
ERBEELAELSELRRN S FiE, THH HMGBI gk
FARIA PTRERR N R e 1B 4 6 A A MR 7E 0 T BE A . HMGBL 45
FRIEETFHE CF FRER, FIBBAH—LBFIE CF A E
FAE R Y IR F RO B B

4 HMGB1 5F&#4

BRTAR, FrEAR41HE(hepatic stellate cell, HSC) )%
BFFECRERBHXBIFY, HSC BIEHHSIEREF
BGFRIER R, BIRRI, ¥EILH HSC AR, Bk, I
WY RAER, M HSC 15 1L 5 MR BRI 0 R8T
JFeFEeng @™ . 28 R HMCB1 3f HSC 75 B3 4E
A BRIKBIFLF 40445k HMGB1 Fik 0 B1MiR , R
HMGB1 S5 ER &4 . RNA Fii HMGB1 FX88H %K
1 HSC U754, YT HMGBI1 /5 7T -3 HSC-T6 J1-;
F) A siRNA HMGBI1 F# HSC-T6 488 HMGB1 EXEMBAE
BE, BHEED 1. [RBERARSHN™ , 8 siRNA
G4 HMGB1 YTBRTT A FF4F AL LA B ZEWITRT R, 2

AR5 5 F HfE¥ Z% 7 (Chin ] Cell Mol Immunol)2013, 29(2)

BT LAREAS HMGB1 R332 4k TLR2/TLR4 fR3k, T
MR IS FEFH-REREAE HSCs RYTE ¥, RHENX—THEETT AR
R P R ALTR R T 0 JF A7 AL LA BT B R 5 4 L
8™, BRER, EREZIFTIRNFFELBE S, MK
HMGB1 K-35 o 3 MM HMGB1 7K AT LAMEA> 4 58 7 1
MARATHRE, RIFLTLER SRR GER,
il HMGB1 MfE T REVBH AL B PR BB A B R 4.
B, HMGB1 RIfEJy [ e $5 FF ¢ S 2 P &7 4 4k ) IR B 48
=, WAMER— P ERITER ™,

5 HMGBI 55444k

AFRM, BHEFERER AR RRER, AREN
HEIIERN B E R RN R ERE, WESEL. §
EF AR AR 0 IR 5| RS B0 40 U H 2 I AR 42 VB 1R J P ot
BV, RERFDMikm RS E MR EYR, Lynch
%) 231, HMGB1 2 AVE3/IME b 5 SRS A S 80 £ B
HRFHRNEEN R, REFELRERBH—MRENE
BT, BREBR, HMGBI 7636k i M PR EE/ER,
e BKPEZR AP HMGBL 7K - Y 138 3 & 9 B0 JR 35 Bk I 19 e 4 b
[JFEH:, 7E Bk 0 P8 X BT SE 89 EP BT AR 2> I o L FF B A&
BARAE T RORRRE, 57T i B3 | A R AL BT
BRP, Leemans S GFo R, ZEHTHEFRE 14 d HH
B BEFHEILIE , HMGB1 kB9 @3¥in, 1. I BB Ra &
IR B ER, e RS, HMGBL 51, I
ERFEAMINESEENENBER, £%H HMGBL R in
iR, IRRFKHMERBIER. AEHEHRE,
HMGB1 ZE B4 1L R 4 R IR P RIE—ENIER, #—5
B9 HMGB1 7 47 444+ 1 F B 4> F- WL T ARt LB 24
Rt—EHEISKIE.

6 HMGBI1 5 Al&F44k

JE4E3R HMGB1 260 BB M FE & B 60, BFSE
%] HMGB1 7E.0 B 5k 1 FEMEE 845 (VR) ™) | S BRI AETR
A DIV %0 B R R RE—E R, A
BIR, HMGBI ZELRET RIENE AR : —J7 & HMGBI1 i
EOBGUN R, 5—F BN ENT AR RELEAR
BEED, DU R RS HIORE R (K, s, Bt
HE)VERAT, LURIERAREHPBRA ST BEE, O
REA AR BRI B B TR R R A RN, OIS E
AR TE T B 3 LA R 1R R 2 (RD B P0G, AR B IE
e, BRF LB NE. HRBR, LPS TUHSNBL
FL4IHaE 3430 HMGB1, H 34340 HMGB 1 £330
ThABEKAEL" . HMGBI £ —F #0E B F, 7.0 BES45 4 48
SRS ERE TR , X0 R 4 4 R 4 S 2 R
REAAEENAHERANRTLWR. FRER, KRB
I FEERYE ~HMGB1 K A0 YLEF L B, 7V
R Sh4p80mch, 96 K AT LB 32> HMGB1 B33k 3l
TLR2 342, FIR T A% VR 50U EERS Bk, B
S, TLR2/HMGBI 7] 855 2 3 Kol 2> iy O FL 5k oo T 8 0 4
BRI AT R, Lenga %™ Pr9E %8, HMGB1 &



28 FRY, ¥ HIBREES BI(HMGB-1) 58T ALLHIAAE 215

REBESENF RBRAMM ML, HTTEO PR R
HEOEM, IRt 0 UL 4T 4 45 40 A R HMGB1, & %
HMCBL REZH.LUS RN R4 RBABR AT 4
FHUR MR E— BN

7 &iF

HMGBL fEA—FMEEMN “WRI T, EXWRTEE
THREMBRE, (£ B RES" H I BRE SR EE
Fl. HMGB1 AU LMERRERFE 55 BME, %Y
R MH . SROEEE RS E 00 T BOREAR, 58
HHRARMAR B SOE, BTHSHREILLS N,
YR BRI SAE B F i) HMGB1 ZE4F 440 5 B Me A M 1B T 0.,
#TF HMCBl EX R U RERBFHEEER, Hit
HMGB1 MR A4FS 5B EHRF R REERNH, B
ABRETL, K eF BRI B8 ALK,
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