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Abstract

High mobility group protein 1 (HMGB1) is a highly versatile and ubiquitous non-histone protein
belonging to the HMGB protein family. HMGB1 participates in many DNA events in the nucleus,
such as DNA transcription, replication, repair, and recombination; in addition to its intracellular
function, HMGB1 can also be released in the extracellular space, and promote the occurrence of in-
flammatory microenvironment through damage-related molecular patterns. High mobility group
protein 1 (HMGB1) is a key protein for coordinating the inflammatory response in drug-induced
liver injury (DILI), and has important significance in the early prediction, treatment and prognosis
of DILI This article currently reviews the research related to HMGB1 and drug-induced liver in-

jury.
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WHMGB 15 2544 FF 85455 B M SR A — 453
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1. 5|8

245114 T 451495 (DILT ) A — P 5 (1) 25 A K [ 8 (DILI is a serious adverse drug reaction), %2 AJ £
JFDhREFE R A0T:, AR R TR R AEE . Wah, HAERE N 4R T R p AR O
frE AR . DILL BIAWALE] B M ANE R, HIGRr R IR R I, e . PRt s
DILL %l R 8 43 Z AR T BA B R S, AR TR AT 25 8t MR A . R IR RIS, &l
FPEHA 1 (HMGB)E DILL 95— M RTE R AE AR S, T R A B ALT)IE it 45
FIfabs, BEEME N RS R, AT R IHN DILL, AT RHUEE S, £ AR RS DILI
(R BRI e B 2 A .

2. HMGBI1 B94H R 414

AR A 1 (high mobility group proteinB1, HMGB1) T 1973 4EH Goodwin Z5[ 118 ¥E/MNFHi
PR R R ECRI %558, A e E B H AT AU ERR A HMG . 7E458 I, HMGBI 7ERG 137 F1 A
R )L 99% KR FE /R 75 [A]—1E[2] [3]. HMGBI H 3 DMXIRAA: P> DNA 45 & 45/ 8(A. B)Fl
— AL R B R i (BR M R o) [4]. WRFTIESE, B SUMEHS T &K EAMRMEENE, M A &5 HMGBI fr
AL E, 5P T ZEE, LI ROE IR, FREEAR I 0] LA A &A1 B & NN A A e 4% 3 40
Az A e OR3P 1 IS ]

3. HMGB1 B 5 SRR

HMGBI1 i A77E TAMAZ T, M EVELM . dLZUA0M . ik 4 i 25 52 20 I B0s 10 5 /8 3 3k
HMGBI1 73 B A 7M6]. 5K 2 BB AL 4 5 M 90 0 I S RS IR0 22 LA i [X AN [R], HMGB1 BASE
IR R, FAEMGERAE AR fG e FE = KPR . ash HMGB1 Sl i i S P 8 28 I AU LR
(RIS AR [ 7]

HAf HMGB1 AT U2 —F “TB5IZER” , eMMNEAANE, Bh= 50 N meg Kk
S5 AK[8]. ik, HMGBI1 A& 8w M AR WiRm s ; 5—F 2 HMGB1 MGk G 4i i b o
TR TR AR B — AT, BN “RTRAKT . BRZ TSR HMGB1 AN DUE ST B m R &
RIS B AR A2 E[9] [10]. MTEACH e 40 iR HMGB1 A AP IR £ —2, DAMPs (01
F 5 A AR ) 3 PAMPs (9 J5 453493 K0 AR 30) 78 2 40 B 10 A% 52 607 51 ) B HMGB BB S5 1811 o 1X
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fiefff HMGBI1 M4 565 . 58 bR, DAMPs 5{ PAMPs 38 i 43 1t V4 B4 1) 2 BB 5 4 B AE T
FEF K% S HMGB1 B4 i 725 18] 10]. HMGB1 IR W] 433 M ANTE 2 . 4 aTHe AL ie, 78
Y N R A )5, HMGBI mT LUl 286k, Bk, HIRLEEEAL I TRIE R A 1], Xk
WA HMGB1 [g54, e AIAEY)EDIRe, T Hab v =5 H A KB . HGMB1 #iA A 2 IR
# DAMP, Tracey Fl&1E# fE7r T HMGBI 1E AR A DAMP FI% —/MIEHE[12].

4. HMGBI1 5Z¥ME 4545 F a9 X i3

HMGBI1 1EA—Fp 21 R S+, NS o i . it B\ APAP B 4 40 .3 Cyp2el
AL B SN FEAR ), IR R AR P T 3 45 S HMGBL, 7 APAP 515 72
oh L SRBEAE AN T T 4 MR TR A 2 YR YE DAMP [13], 140 HMGBI, 7] DA S 5% 40 i (n kit
YR, ATt FRSER APAP £ 551 HMGB1 K&K F[14]; 4184 HMGB1
SEESTCABAA AR, 5 WG HE AL 2P ) (RAGE) 324K, Toll #E3Z4K(TLR) [15], MMFNZ 1A
RAT RIS 1Y HMGB1 AN 2R R B A 16]. 352568t TLR4 Ht = 1 RAGE #= 1)/ iR
BT T BUERIR ) APAP 897, RIL RAGE SRR A H s HEH AR T 31 S 1040 st
TR, 721k APAP FVEIN, HMGBI/RAGE $i$R 4% 7 YR FCYH M A1 vh 7 40 A 2 7] () B 3 Bk
R, BRI S BRI S i — e T R A[13]

HMGBI 7E DILI )58 7000 A0 T 1 40 Wi 07 1 #8 2A B EE I kA B 08 CK-18. HMGBI1
AT microRNA-122 £ DILI BJAPN bR 64, I L8 A= 1) 2 s S5 DL e R 1 AN PR &S b 2 LR 3
HBUBCIRAS[17]. [FI HABF 78 K IAE DILL &g, REANE AR BAFAEZ R, A HMGB1 B S 4%
FI5 miR-122 AL, AT FUMRE . H B APAP i & B 1 EEtE, (HAS HMGB1 {E JE 7% B R i e T BE itk
APAP I &5 AT, B H AN L, A AT T HMGB1 #£9F APAP DILI H B 1S A8 I 18]
A s xS AR APAP S A RS AT O IR AL, RO E R APAP I 885 18 P A7
1E Z A HMGB1, fEANERTRIE 1 K, XEHEEQ ST S HMGB1 B&ETHE, ST HELES
T LAP IEH ) APAP i & B E WAL RIME . M/E APAP IE# ) LFT 419, & HMGBI1 £7F&, LBk
HMGB1 U AEFET 5 E R M G = ) B E i e . Bk, 44 HMGB1 BA{1E24 DILL H- 1A fil
W R T FERR 039 J1[19].

HMGBI [ HFIE I B FE 445 5 20 Ik 5 11897 808  Lundback Z5[2018F 5 1 #6730 NIRALHT
HMGBI ¥.5g BEHUA RIS Shak, A BUE Bt HMGB1 $iiki67 5 L& ALT. microRNA-122 7K P14 i
BHAE, FHEEWHEME T APAP FSIRIEREW21]; HEHE L —FEZMH HMGB1 M
ViR, A7 HMGB1 B30 a2 B T30 77 FRR AR AT RN [22],  H B E 25 A v fl T 20 s 55 1
HMGB1 {EZjH 2% FiGy7 HMGBI, MR T APAP i SHIAT SOREA105[23]. Al A AN 470 4 B Ik
HMGBI1 8 ORI 7] LA APAP F P Hh (10 0 P A= AR IE S5 R 2 (241, #EM T 245 B HMGBI
ISR TBOR B AT Re

5. INEERE

DILI I PREEIUANR AR RO B 2%, DR e B 17 AT 52 10 AR D0 bm 0K x DILL TR . 2 Wi Ainia
JERRARRIIF B, DA ) DILL ZEWbr 4 Un 3 2 IR e B (AL T) AE LI 32 W S i Dy Tl AT —
SERRIRTE, HMGB1 V2 B eIt ALT HEURHIEYAREY, /v T HMGB1 K ZARLEIE i)
2Rk, O RIVEZ R W RS B AR AL, HMGBI 2y DILL 88— 42 AL Yrbs id Y E 5 (1
LTI, 67T K T A i i A S B K 7
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