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Advances in research of high mobility group box-1 protein and osteoarticular diseases
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[hFEHZES] R684.3 [ X#FRiRAY ] B

B AT A2 R % & 1 1 (high mobility group box-1 protein,
HMGBI ) J&—Fh3 i £77E T 7L 3h ) A% 4 A i JE AR
B LB R U AE 1973 45, Goodwin 45 TR U RELF 4k 3% €135
BN I B b o348 0T AT R R Ay T A o TR E . HR
T A R U R 1 BT S 0T R SO R AR A Y
WREHIRETE 1999 4F, Wang S5 Fl /N SURE T () P 7 5 ILAERE
TG 46 0 381 i yeg BRPE IR T+ o ( tumor necrosis factor o, TNF-
o) B A £ 1 (interleukinl -1, 1L-1) 1 8 h J5 , /N AR N IT
46 I HMGBL, [RIHAE 48 i S H L 30 1) s (1) WG, 455 852 1 )
K MO BRI AT S B TR bR . 7EA0ME P, HMGBI /]
4% DNA 18 i Y €8 (AR 8 15 5% A6 T, 76 40 i b, HMGBI
PRSI T, AT AR SONE A2 HE AR S A5, BA
MR RON o JEAER , R A 238 K I HMGB1 51T Z %90
MR AR A & B YIN O ER , Bl Sk ke
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B X S BE PR BN , 2R T B 45, A SCH AT A
R RATH B o

23 HMGB1

1 HMGB1 W& F4#

HMGBI1 & —Ffi#% DNA 455 8 1, th 215 D EIERA L,
TEFEAL b BELRST , A A SRy — Tl 2 S5 ] 1)l B PR 7, I 7L
Y2 HA 99% # [, A28 HMGBla 2 1 5 W5 15 25 5)
i) HMGBI AL AE C R 3 #6279 WP AF 7E 2 D& LR Y 22
5170 HMGBL B 1 3 A~ A9 2% #4541 ( A-box \B-box Fil
C-box) o A-box 4 T4 2 34 79 N IERZ 1], 2 AT R 455 AL
F DR TR Y T2 4550 A HMGBL # ), H 21 A-box &
FITERMIFBIEE T LAy HMGBL (550576 AT , flxf HMGBI
PAESE AN I AE o B-box 4 T-47 89 F5 163 A AL R
Z 8] HFITAE A DS I IV 5 | R 9 S 1oL P 465 447 35k, HMGBL (¥ i
AP TG BIAEAE T B-box YR 20 NP8, M H A7 fie
PRGN 5 W B AL 28 7= 1) 3% 1A (the receptor for advanced gly-
cation end products, RAGE) 454 AU HE /71, A-box #l1 B-box 5 DNA
LS Ao C-box 4 T4 186 F45 215 ANE LM 2 6], JL
58 4l KA RN A T R JR, 85 R , 2% DX A i
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& HMGB1 AZANMIE B 19 i 7 PR 97 A-box il B-box'*!, 7582
FEMER R, 7E 23 T 45 AL B I 2 At R TR
LT AR S8 B A s, AT LA 1 A bekline 3 Wi, 7E
106 P72 e & 2 1 35 25 5 5 TOLL #£3Z 44 4 ( TOLL like repor-
tord, TLR-4) , 3 I35 4k ) 5 e 40 i R s 4 i PR

2 HMGBI W

2.1 3wk

TCiB S 48 1 R T IR A S 200 B 7 35, 59 T o) 98 e A L e 4
JL S AR 5 R 20 B B B SR 247 A A% S A3 P9 1) HMGBL
AL, , Ao f 72 200 Bt o B T A, DA DR R I SRORD A% 1 Bl A
St HE HMGBL 28 (A BAT R 50K 47, B A ik
O P 11 28 ML T3 AR A3 b o fth 2 Y BEAZE I W 0 L3 3 % 11 1% -
PR B L B, LA B O S0 i AR A
2.2 WIHBEK

BT FEB bz b, A& R BT G W] 8k S R
HMGBI™ | P TN AT % — 5 Rk 1 20 I T 40
2 HMGBI1 5 jfuf% DNA S5 45 6 4 — e, BOAS Be B ik 22 40 il
Sbo AEAEZN S A T (9 W, HMGBL 7] 55 DNA Fil 40 i 5% {4 2>
T, TR A0 A A MR 2 E & 2E , H HMGBI [k gh B i v]
AE-S IR T B O BORR OC T RIS , 208 T 40 W s 2
Wi J5 , AT 38 e 2 L 3 5439 HMGBIL
2.3 Hig X

SN A W] S A B 43 T 204 HMGBL, {H & Jx)
ZANM S B A R BRI, AS 5 28 RAER N

3 HMGBI g

HMGBI &5 — R 51 B3R5 1640, in 2 itk , B 1k, H
FEACFN 2 RAZWEIACSTE | S 2R IS 4 M A S8 9 E S
7, e A% RAGE [ TLR | 2 it (A 25 1 SR | 4% 2 R W R 196 1.
B REZR, HATHIST 5L 1) RAGE #1 TLR,

3.1 RAGE

RAGE J&—Fh i Bk (1, (v T 41K 167, A1 HMGBI 454
AR AR, S5 RER M. gl —A N iwm/FH . —4
VIE R AH A C BRI AL, VIER A Cl RIEEE—
AT B — A5 F BTG, 12 405 K B G e L A L e T B
RAGE A — A E5 IR R — A i B 3k, % X0 S8 S Bk
1 HMGBI f92E 42 o g sl ad 3L B-box 5 RAGE 1y V I
SEFY B2 45 SEELN) . HMGBI 5 RAGE [ 45 45 i Bk T JiF
F AR RS LM R, AR, A1 HMGBI
ML, RAGE T4 5 SRR A &1, B RS, X AR
Bt HMGBI #2438t 75wk 4 . 734, HMGB1-RAGE [ 40 H.AE H
WHE S RIEE A E R L REAMREARIFR
T — Pl R R R 4R o LA ) HMGBY 410 51, 76 14 b g
il HMGB1-RAGE Fy A LA, FLAE b
3.2 TLR

TLR J2&— 4 B& 85 I i 45 71 3 ( TLR1 2] TLR10) , i1 HMGB1

2 T LU A S8, V5 S A o AT ey B A SR L
PR R IR A, WEAMEUR — 2 A s BRI T P41,
DRV B R B, TSR 3 & TOLL/IL-1 324k, X {5 5 1%
DlE AR . H AR A9 5 HMGBI 47 X/ TLR (45
TLR2,TLR4 FI TLRO, {HAR /04 HMGBI 53X 86 % A 2 il 45 &
BUHIAIBF S, BT AT REAE A 5 19 HMGB1-RAGE A HLAE i k2
BB M8 {2 75 4 5 HMGBI-TLR {41 7. /E 1™,
W BB WK AR HMGB1-TLR %54 iHLE o

4 HMGBI 5&XTHRBHIX R

4.1 RRBMHELT X

FRIEAE IEY 46 ( Rheumatoid Arthritis, RA) J&—Fh 3 & %
PEVEGRG , FLRFAE A 12 M 8 I A8 R DG B R0, B 2
AR EE 0.51% o T RREAHD | B 02 M AN SR AL A0 B A= 7 1)
I SR 4 7 (40 TNF-o, IL-1 1 1L-6) 1 42 J& 2 (1 B /£ RA &
FHRTHHREWA T RIEEZ/EN . HMGBl W E Bkl T
TERGH R EZ W R F, FERZ 8 RA BE W ILEH,
HMGBI /K- b g Rl Xt IR 2 18 25 &, O FL 5 50 16 3 I R
M1, kokkola %™ Py & HLAE RA JB3 AR FIPE AT 4 553
KRG IR b, Jo 18 2 40 A%, 40 M 5, 38 2 7 4N il 4,
HMGBI1 ¥ iF 323k, Taniguchi 25 &3 RA f 5 19107, 56
TN L4 HMGB /K F- 25 T HE A . Ostberg %1
B 2H A HMGBI 4fifk 3 i A DNasell (-/-) x IFNRI(-/-) /N
FROCTTE N N T — MR GF 19288 KU A 561 S, 3 — 25
UEHI T HMGBI 7E RA A bl b /el . 7E RA SCT7 ¥ 4
o HMGB1 2223 IRTE IR b 2 40, LA B g 4t O A i e 4
UL 240 i J5 0 4 R A 5 5 A 3=, T R BT 4 e A B
HMGBI [k o LA 55 2 5 W 4 0 i 40 5 42 A
LR LR, B I B T B R TE RA RS ) I8 5%
W, A = ik 1) HMGBL (IL-1 #1 TNF-a %42 & B+, & /R
HMGBI W e 5Ha R LS 2 . 76 RA BEF T,
B 2 YA R B R S AR S A R ) DG SR PR 3R, 0 400 B R g
B AR AT R HMGBI, J i 40 f 3= 22 2 32 FR R 55 AR 25 1 )
WO, I BT RE S A i B, [FIAT HMGBI 4 j2 — Rl i B
LT R X R R A BRI RER AR A B
P R T A i TR HMGBL 4R B RIS 5 B
Btk . HMGB1 I A DL IN 3 (4 25 2R 78 2 15 i S 80 420 (tissue-
type plasminogen activator, t-PA ) ff 4k 2T V5 il )5 1 4 J 25 1 1Y)
T8l 78271 28 1Y S0 B AT Sl Ao 2 A2 5 R 0 A IR
4.2 mAMAERX

54 BV A (Ankylosing Spondylitis, AS) J&t—F g 4 XU
PR , FLARR AR BURE DG P DR BB B AR B AT
AL, R SECRF IR I REZ BT o X TR 5
FURRIHLRI AR T2 T . B RIKBIRAEY S AS Kbl
) B R L EE B AT T4 UE IS A T g SE 2 I R R Gk
THALRGERNEL TLR 5| &AM R AE , TR 5840 g B2 i i) HMGBL
Al RAGE 1 TLR 4%, 1T 2 5 AS By kit #2. T 4F
3k, BN XT AS B MG HMGBI 3R A48T — R 5B
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G BERIF A SR 40 91 AS B I HEXT B LAY 1 7
HMGB1 #E47 1 X o, AT oAy AS H 35 1l 3% H HMGBL (47K -
TR B, B AS W gl dsbr C [ 2 F1 (C reactive
protein, CRP) | T 40 Jifi JJT [% 3 ( erythrocyte sedimentation rate,
ESR) , Ifil /M ( blood platelet, PLT) ¥ 52 1E A 3¢ Xl /) 72 207
NHy, AS JBFE LG HMGBL /K -5 ESR 3 B M+ 5 % 1
ST RCVE 43 B ffE ( Bath Ankylosing Spondylitis Disease Activity In-
dex,BASDAIL) 2 IEAH ¢, M 5 CRP JG &, {H fx i, Oktayoglu
S0 R T — TGS A TTRIE 30 4 AS B 29 44 fil HEx
HRZ, R I I 3 HMGB1 % 5 FI 45 T AS $65 47 , A6 1 B
9 T B 1 35 % ( Bath Ankylosing Spondylitis Functional Index,
BASFI) .BASDAI,ESR,CRP PLT %%, % ML 7E AS B 3F 09 I 15
HMGBI 7Ky T4 BEXT HRAL, {H J2& 55 HoAt AS A48 bn 25 A 4
R FEAATER UL LE AS (19 & HL I H HMGBL 7] 58 % #%
HEAE M, B IFAR R — A OB T 3 1 & 48 AR X T
HMGBI 7£ AS Jim B b 445 JH 38 0 AT RAEA B 2 — 25 1Y
W .
4.3 FAE

B IR E— R E KA 20 % LU R 4R ek L3 P
B AN LB B i 2 W, 29 5 /N LR Y 5% o AR
B AR AT I R T S AT AT 2 W T 25 A B B
AW A I, B 25 2 IUEH | HY 22 0 0 3 B 02 0 A PR 9T 400 i
HMGBL k3 , il HMGBL A SEI0 4R 10 ™ (2 P2
AL , 55 0 0 0 T AR X ) o d 3 A R A T 25 W A T 2 4
R H % R T WiAZ TR (short hairpin Ribonucleic Acid,shRNA) 4}
S5 2R HMGBL 5, JE I8 2 AL (A P 2 4R S0 34 m] AR i
PR A A TR i LA 4 . Rt BEAIR HMGBI [ 3R 35 w4
T E PR 98 200 L I I, 0 R8240 ML SE T RAR T 24 0 1Y) SRR
PEP S A0, 4EHE HMGBI A-box B AL SRS , I RE SR Y
IGH RO BT > o 2, 0 F HMGBI (BT 1 8 Py
FAIRIT I —DHTH H AR
44 BEFE

HHERATR (osteoarthritis, OA ) i —Fh LASC T HCH IR 2
B T B A R AR 1 2P DG 4, 18 T LA R 4k
BV IR AR AL AR 748 T DIRTA 25, 78
OA & h , HMGBI (¥ 335 F A 4 i R 7 1L-6  IL-8 —#F
22 B o R, Heinola 451 CLZRIIESE 75 4 I G 1 LG
TR, HMGBL 58 4o i J5t 453 J 2 11 -2 (MMIP-2 ) 13 5T 453
GO (MMP-9) Sk 4 5 2 240 [ (1 B i A 22 %8 . Kyostio
2R STR/ORT /N BU i 1 — MR EF Y B & kB 6T 4
BT IR B OGS I AR B T IR ZH 2 b, HMGBI AHXT T
KPR THE . Terada 45 FI 1T PT-PCR I Gy 414k it 27
1] OA F3 G TTRRE A 4 91 TE 3 ST JCE A5 404, K BAE OA
BF AT, TEi8 & mRNA i J& HMGBI (1 %3k ¥y i kT
IEH TR, H HMGB1 R4 N 1) 25k FER a4 I,
FEANAEAZ A OA F8 RN BRZH T B 4 DX 1), W mT HE /4 OA 1)
B iz A HMGB1 o] ek s 2 .

5 HMGBI #£m 7|

HMGBI1 A5 5T A0 4547 5 HMGB1 BT, N R &
fis, HMGB1 A-box 45 [ , ffi 5 Pk ¥4 1f e i Tk AL, At VT 25 2590
S NIRRR B2 —Fh Bl BEE R, W2 H TR 2 1
—Ff HMGB1 #5450 57 . Ath 7T 68 1 L il 2 30 1 4% B 7 kB (NF-
kB) I 2 MR 25 F1 VU (Janus Kinase , JAK) /5555 T R S
1 Al F ( signal transducers and activators of transcription, STAT) {5
S, LSBT E AR VR T o AR LA ) 22 b 50T A0 5 1 B
TG, S EWEAR LTS HMGBL [y 7K -, Schierbee 46 F] ] #1
SelE T HMGBL Btk Al HMGBL A-box 2K 4, 78 Ji JFUIE 56 45 %
( Collagen-induced arthritis, CIA) S8 |- %ol il ok 3 17 H o6
PRI . Otoshi 55 ™ AL Z ) L4y FIESE T HMGBL il
WHIETT R THE A% o A 5 | B2 1 i 2 R R A — 8 R, Bt
HMGBI A FT A-box £ [ 1l 4 R , HANA% HLH &S 5%, B i IR
ISR —E IR . A REFR T RA S 3 HMGBI /K-
L IHBRAEDT R RAR AT A 5%, 7 CIA SR S Yyl op i i
HsRAGEMZ M5 515 5, 7T LAWY W ysi2> HMGBL 1) B i A4
il HMGBI BAiE 48 M , DR MK St AT LUH ) 38 i ik 58 #2200 0%
BRIAR HMGB1 (K- 4Rk, WA 2238 B 58 rp = 24 i 54
Xt HMGBI F iV AT, 0 H e e | A R Ae b s 7 e ™

6 NESRZE

HMGBI A2 —Ff% [N 5 Fil— o 73 WA 2 1, At 2 Sh A 9 2E
T 7B B 1, AU 200 M A AT LR 380 M 1 4 € o A 08 e 5
MM 7EARISL, B 5 RAGE, TLR 2852 A LA R M ) 45 4,
TERAEM IS FAL 2 N T8 AL A JAE ROV . W IE S i Tt
H BAE JRAE WU IX — 5 5, D IR L YA ST SR AL 1 TR IR T
FOAR AL B2 HIRTT IR, {ELXF T HMGBL AR IR 4 75 1 —
A MBESE, i HMGBL-TLR A 5L AE FH A HL ), HMGBL 7E AS &
it R v AR A 3 4 ) LY ) A A 1) T A T U Fi
BB AR TT SR
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