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Abstract

Drug-induced Liver Injury (DILI) is one of the most common and serious adverse drug reactions.
The types of drugs involved in DILI are complex and the mechanism is not completely clear. There
is no specific drug for the treatment of IDIL. In this review, the related researches on the pathoge-
nesis of DILI are briefly reviewed in order to provide evidence for drug treatment of DILI.
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1. #EiR

25 VE T 4545 (drug-induced liver injury, DILI): 48§ B #2840 05 83 JEAC 5 IR 2225 A=) A%
Gubdy. RKARZG. PRAESD . G ERh 7e 70 S AR = P L R 3R S5 B 5 A (A 8495 . DILL Bl B i 254
F Ik, CRBIAE TSR S A 25T 1100 R SIS B2 R 222 R, 144
R EZAG NI PUBSRRAMDIERAYIEZ). MRERPIR L. AR RGHA. HR
GG O KRG Y R E1] [2]. ERRSE KK E K, X L& B (acetyl aminophenol, APAP)
F 5| P PP S0 1 1 B IR 3]0 FEFR I 51 A 5347 P fi 32 BE D R S R AR i AL G R 2 RN A% 2 4]
BENOEER KR, WRAYFREL, M2 AEHA RIS, 5N RN 22 4tk
] AT DILL ANAIANGS , DILL [R5 T 380 ™08, SN IR AN AR ). DILT ARHE Kbl
A [543 9 [ A 250 24 40 1A 400 4 IR S o 28 245 ) 1 I3 4% (idiosyneratic drug-induced liver injury, IDILI),
I P | KR 43 25 5 L I I ke S s 2 . BT, ATIX DILT (&R LI BT an L2, 3 LA sh s A
ZRZA, PRAMRIGATIN T v AR B, X A AR A AL SE O R A . AR ER IR IDILL 1AL,
VAW DILI TR J 259067 S A .

2. Rt

DILI B ML 1A 52 A e W, AR AE 2 AR LA (R 1 Bl Ja 1 RS AL, SR BL AR 2 18] o A
R, MIAEHE. AT 250 BRIP4 AR, R B I A o R S B R AT 1A PR K 20
ZPNI RN, AL BRI e VR R AR R

2.1. YR EES4ER

23R SCAR I A I 0 B R AR, AR E A B2 I S, B R R AR A e
WPE, — M ARIRE, TR 250 o] LS 2 BUAH R IR, ERER tH IR B T KB R [S5]. 0k
BRI . (e 32 B F R A 3 — 2, 80 A RS R AR I TR 2
T3[6] . JE H AR 28 24505 LM 2 2 FrB80) DILL WA LSS, XA B o e 43, AU T R A i 1E H
[ B 0o e RS A T A% [ 3] [4] [5]. BERER Z AR HEENIRIR, X 2Bk B2l 2 — MRef],
TEVRIT B A

22. FFREUEFEEER

R PR PR ] B A AN AT TONE, SRR T RARSCE, SHIZNETESS, WARIIANE 2,
U2, TS 1 7™ B AL L TN B, o ORUT v 446 o RSB 22 (R4S 2 W, IDILI 2 i S e SR ST 1
RS PEACH =MD SIS, R IR AR A SR (14 32 BB 2 A PR B A G B Bkt -

KEIUEAELM, IDILL BIHLEIT R 25 AT A 2 SR, B AR = s 7] i PEACE 4
HH RN R P450 SAANE ™ AEH), DILL 8% dd QS 4 & H 5 i 3 B s 3L 45 5 T ik
SRANABN[8]e KEB > 25T L A PEACH =W, W PR 3 LURA R 2 e WO — A A A QA 7 0 i S5 ) A
it o TR PRI ELAN S B AR KA L B o8 T IRt A R 25 A R RN o FFIEAE 9 N A d
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L

KEIREEARE , KES > 25 B AR RS PEACE VA I o, DR OGP A2 8 LRI 2590 A R SR A A

R Z I G RAFFE SR N, K280 IDILL 2 f 5 S RLFT A 10 o B I I A 468 [ A e 2 A o
Fefe . BIRRKZHBUF 7 /e dod REVE e T /e 300, Fe 2 4 EEE T 4URa[0], (5 id I 4o 5 S I
T S0 T S AT e SRSORBUE DR IR R4, IR A T I I R AR T Se R A N A
FCT R E B HLA R BAR A0 32 4 o 250 A0/ el 245 W0 i s AR P 0 0 D 2 5 S5 4 P9 e e o 2R
SEATERRPUR, 1@ MHC I RE TAIMRET, ¥ CD4'T 4MiRal, BEHMOKE M #AEN s B S5 hR
PeREYIMZE G, B MCH [ WU YA B PE T 40M0 S EBURFBII[10]. &RV S RF R TE B — IR
HH B2 S B HH IR AE AR , BT RE A DR T 20 MR/ 5% B 40 MRy S 1 448 7 L [R), P OB A i AT IR s e
W FHCE T E RSN X4 5 IDILT A AR W) & o IDILI I8 R AR AR S — I 255 1~3
Ho BRI R, AR AEIRTT — LA RO, PR 2R AR S B R 11] [12]. X FREERK
TR HINLE] R S ic s, A2 S e 40 ML e 7= A5 U B ) B 7 S8 iR ) Sefie [ B . AT A B ARG DL R A, B
RS 58— R BARE, ISR E, FEERARAEMGG. hAh, 15255 55 mr ok A el
—Btke, Xt PUEsE T IDILI & H R B T 1. BFIERIZH 2 RHE 2 DL CD8'T ZH i #7E T 4
FERRAMRIEAE, BEA B 4R NK 0 ACFEUC, AR BRI 13], X5 5 [ S
FAREE, SR, AR MR R 1 6 32 T 2 e s s 403 4 110 & D13 A P FUE AR £ 1) 98 P 85

TR ES 4T B % A1 56 (positive lymphocyte transformation tests, LTTs)PHM: t.3 B9 DILI & %% N i &
(9o LTT E04EFE AR M e 25 g ) e bk C2 1 0 P 6 5, TR WY AN DILT £ 73 25 ) Ik LS 40 o) 5] e fH 45 4%
2R B, 7R PR T, R R L R A bk T A R B T B A R e
DILI ) LTT A2 B o 1 % A 7™ F AR JFFA02 405 I 52885 ) e JOR JEAG 0 2k (9 A0 SRR S 5 ) LTT 248 FH [ 14]
XYY, RAMBIMEARGIK 7 RN, R HCSRE T mAR R RN, SEE T E R
CiLVi

WK, g 29951/ IDILL 545 % A2 20405 (human leukocyte antigen, HLA)AHICEK[15]
[16], X ARBENHIRAE T A HRUEE . X T RZHAWIMN S, T A% €5 R DILI &3 5>,
XAEAFHA A AE DA T o HVE PEARY = I T AE DU R S5 R 22, S e S BN FT R JR) IR T — Bl
PN HLA BRI, BARIELLZG0) 50 8 1Y) HLA JEPRIRUAHOG,  H L £ 45 5 S5 R L 1) B8 25 S FH A Ok 24 4k
11697, AR KTTRER BN IDILL. A — M4 HLA*B5701 FIB AR S B BUR N 2 [ IR,
W] LM AT . #55 HLA*BS701 F R 35 kAR B U B FHER KT 50% [17].

S EIR PR R SRS DILL 2 A S S BT/ 31, AT B S ey 52 PP 47 e ey 52 e — > B2 Y
FHAIE, T8 5 BN RGUR KR, 10 A 203G A L 251407, IX AT e & K 2 8083 DILI i 2 I,
REHEEASA VLA AR —Hr BE S IR0, %8067, Hiialk. X8
BFEEHARE MY BESIASR R SRR, 2B R S i 32 Pl o R AR
JHA A7 ) 8 LE AR AN, AT Re S BRI E A R, WAl 5 AR A S 52 <[ 1],

FURT, R s PR 1 5 G S BB ZR SR ) 32 BRSO P EUR GG R R U . PR R 2 1
NGB ER A BT B S SN, EBUR e S AR G/ 1 [18]. MR TNy, FHURAE
HEABRAN “IRW” , I RGERE R ABIR SR SR, X It A e, R e
EROEPURR 240, SNEE AR SRR B SN[ 11]. It Efa R R U AR o el i s
BRAESMRE A BT SR LA %, SINRERGERBIEE . XM 335 G AH S 7 71
FIRER, WSR2 2 40 (antigen presenting cells, APCs), B PUJRIE EA0M0ATHGE, HRE N 52T
. T A BRI IR BIBAONE S 1, APCs KIBUEBIMONE S 2, B9 B BT Zi[19]. AT AT BA
R, R B AR P g it e, S R B BT S A O AN R, TR, SR RAR
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=X

PRI I AR B — e 3500, S8 T fE R AH o FAE R ORI, WE APCs, AR s I AN S KA o
2.3. ZRIFH5

LRI AAE A AE T R S, ORLAR R0 T T B A R 415 [20] 0 ZORi AR (R RAT I, IR
FEFERANGYT I R R A, R ORI A PEAN PR R T 8 0 RE . — N L R IR, A IR
5 AE PEANFLER TR Hh B AH 5%, [RIIN 2R & DNA 25 g (1388 4% 22 A5 1% /& AR DILI f 3 2 a8 K 3R 211
AN, VF2 H A 25l S Zoh ok B AL BE 51 DILT, 2k B 7 (% B 5 R AL IR IR 75
[22]. AL A AR B P S B B, TR i G BE S, (HHA B A2 2L DILIL.

2.4. {MFIREELIMH IR (BSEP)

REHER & Y, IR RS S BUHE 4 H 42 (bile salt export pump, BSEP)JE TES 2, 5 AT H5[23]
[24], 6= BSEP ¥ 14 1 2 5 LRI PR 3 T2 BV i R B v (P IR AR M JF 0« (25 K 2 B0iE vt
AR AR A R 2, M35 y 2B IR IE 5 2 B 1. KRZ2E A d i ix — L] 51 & DILI 2&
JRAm e, AR IR, OB B RR A ) L A G N . eI BRI G B T s s LT, JE
THER AT 5| B TN = B 1 T =25 ] - 750 BEEP 3V SZ R FE B0 1 55 DX 5 B AN 2 3 B0 335 1 R 40245
AR ER 4 SR AT RE N B R, AE RSOGO T R SR ARVHIRAR, SR, SEONEENR, WolRA kA
T AP T S, AT e T KA B 2 B n LA A AL ) B R

3. MR FIZETT AR
3.1. FRMIBBLE s A BY XU B2 m

AR SRAT AR A8 DILL AR, A84 sl MR ORFERE Lo b DILL (AL, 78 HAd 3 v 22 2 ff
FIZ 254 DILI /& f1 G 2 S ST 1), 5 T L 3 T S 28 S I 4y 4 A S T AT 4 6 A 2, R
X AR S S I A A SMRISHAE R, PRI A JESE . HEte DILL FR A 558 E HLA R
K, HIMLAIAEL, AEFLREERRNT, ASRE HLA JEFAYM B35 v e e e M 3R R 254 . S/, K
Z U IDILI AT REFEAUN S — A HLA 2RI BT 5%, T B HLA 2E 7 BUANIE — AN SRR Al R 7 5 - SR
AT R E AL R 5 DILT A7 AR 38 105G

MCERTRR, A PRI 2 DL E R (3 TR O IDILL. W] A E 3, AEEBKIER. AA
Seth, JOEMELNEIN T OIDILL B o SORETE e I TP 22 35 T KR SO 27 (B IRR B2
INBT AR5 (0 RUE[26] 0 A A SR I ARIEORG R Mg 0 AP AT 28 88000 7 IDILT (U, (HARMELRAESE[27]. IR
Y, B — LS TUSRAF AR AP AT RE 390N IDILL (10 KU, (ELRARANTE o S el 52 32 53009 2 2 160 T DILI
RS, SR, {E 22 %50 DILL S 1 S e 52 o W 8 52 48 o — ST BE S IDILL KRS F) BRL 3R 2 T E R
AUESER B, A PIRE AT LLRZ I G B S ME[ 28] o

3.2. Tk v RSB ARG RIZH

S IDILI 2%y S B T, T84 e I SR AT e AR B I AR50 (L 24 & 4E 1 IDILL
A H T LA E it 5 146 245470 1) S IR R R AT B o AFXAR ME L IR UE . SZAR I Sy it SZ A5 B T4 7 1 25451
i IDILI JRE T B TR ZESR, XAKTETEE/G. IDILL KAER 7 — D REE, 4S80
MR USE R AR I 2 AR, SIS PURE 240 0V/E T DL A AMR 6 T DILT & 2R (1 XU, (EHE
i PE R AR R o

BARRZ AL T RES| &2 DILL FIZ530i6 7 I A4 K N E i) DILL, {HARAG AT RER ZHUE#
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TR T RAE FEAE HIE R Rt HLA FUEA R E T 20002012 T 4 n] B 5 250 K
3 I G e S 3 2 IDILL, AHEATAN R B A B ) bi. Rk, S DILT Y259l REFE K2 B8
R e PR A B S L o 9 A U ST 5 S R 4RI 5k Z0E S5 05 5E (9 HLA 2%, K 3 & 4 %
PEINL, AR HI AT e 20 2%, B4 T A A 3R -6 SR SR SEIR 1-oc (R T i B rp MR A0 I ) S T i [29] o
AL b o 7 e o A P R SR B o AR R AE A 254 AT o S P S AR /0 B RT R A ALK B B2 (301
DRI, T DL 3 2 A 00 v 2 A 6 B B A e AR B e B S NS A B, gl mT LA AT g S 1S DILI
WIS AT IR i . 3K 8 Je ] LAAESHY) & EREAT . BN Z5 W45 KB 20 B N S E 3 s v 51 kS S el e, A
AR LT E A5 6 DILLIBESs, 10 H R 3 DILT AL AR

3.3. YRTT

FI R IDILL f 8% 5 BRI T /LB L T 5259, SR, FE/“ 500N, 25915 1h 5 AT 4500 nl 4k sk
J&, TTRE SIS ASE T ST RS AR . ™ B 0 D R BRI, MR R, RS RRET:
ABE[31]. HBVaIT e e n] U, R UEE R BT 3. B4 T LA R HEAMA R R
WA RSB HON[32]. W™ E 2 KR SRRV R IR RAME, WA A EE T g S,
B R R B RE VAT I AN REAR I (% 1| a3k FR [33 ] IR EAT AT REBRAR LSBT 3R, (B B AT I 34T SE I M UEAR[34] o
R L2 BN A RS T, AT AR AR R, EAZ S B, K i R R
R 3 BE[35]

FLRG, FRATG DILT (4 5 WL B B AR R 10, 3B WE 7T DILT (L 7T e 2 a7 Rt
()R, ARARMEREAT X RS o (IR A W T2 PR T o0 B2E, BARTRATIAS 1] Bl 56 A il G JH- 400 17 1 R A o

4. &g

SR, BATTE ATXT DILT FIALH] R B, K35 DILL A2 HHE B % OB BT A S 1
WIANTE AT A SRR B T e B R, (BT HEURE 2y, B ML AR, BoARE, RAE
FASNPIASE IS L5, AR AR 75 30t e DA 25 SR, Sk A 7 LA 5 5 9 R e . 5% DILT LI Rk S0 58
TRNE, FRATTRT DLRE 4 b 075 28 HH o] B8 S BUR R I 254, AT Rt G LA A, AN TR DILL iR 4R, sk
DIETIE . B E AT S, DILI AT PR EE AR R 25000t 8 B I (0 — AN SR 1) 2, FRAT BT R A5 31 1 agh A2 R
My, RE@pRd, T Ormmmgyn, ar UL A fa b, Do) 53R, —
H B DILI, N7 B2 af SE 254

SE
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