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Research progress on evaluation model and action mechanisms of traditional
Chinese medicine against drug-induced liver injury
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Abstract: The liver is the main organ of drug metabolism. Drug-induced liver injury (DILI) is one of the adverse reactions that is
caused by drug overdose or improper use. Nonsteroidal anti-inflammatory drugs and antibacterial drugs may induce liver injury. The
mechanism of DILI is mainly related to cytochrome P450 (CYP450), mitochondrial dysfunction, drug metabolic response, oxidative
stress, inflammatory response and other biochemical reactions. The traditional Chinese medicine (TCM) has anti-liver injury effects
via inhibiting oxidative stress and inflammation, reducing hepatocyte apoptosis and affecting the CYP450 enzyme system. The
review summarizes the mechanisms of DILI development, the methods of establishing DILI animal models and the mechanism of
TCM intervention, aiming to provide reference for the rational selection of animal models of DILI and the study of TCM prevention
and treatment mechanism.

Key words: drug-induced liver injury; animal model; traditional Chinese medicine; acetaminophen; isoniazid; rifampicin; tripterygium

glycosides

YR % - 4514% (drug-induced liver injury, DILD)  DILI I PR YA T 1) 1 22 J5 ) SR 45 b A FH S50 497 (1)
R LI MR AN RN 22—, A2 B A REZ), (ERTREAE R IEUA SRt R I . R
Al g RAE S R HACH YRR S AT RE S S RERRIR . KRBT RRESEIERR. S H R
DILI &£, DILL MIE AR R 2 HEE S22 T DILLIGTIUG T2 RCR, (HIX 254
MEZS R, G5 2 8 DILL P ERs Rl Har,  AObsEACAVEARAE 5 sk, JF Hask/b 2 s s

WFs A 2023-03-25

BeWB: EFXEAR LS HITIE (82174083); EXHRFIFAREEFFERYEETH (820040695 VY JI4E PR 25 B R E KT H
(2023ZD05)

fEE@IY: EARY, WO, BT AT 2258 %%, E-mail: wangeunpingd7@163.com

HBIEEE: W (1967—), R, HHd, WEHLRREHCIH AT 5 K. E-mail: gujiancd@163.com
ZEIRH (1990—), RIEHR, tt, MFHZZRMRIAERF 7T . E-mail: gongpuyangl 990@163.com

#ILFEH RS PR, BLHEE, BRI A 225 E-mail: qiulinl 104@163.com


mailto:gongpuyang1990@163.com

FED 2023F 98 $54% B 178 Chinese Traditional and Herbal Drugs 2023 September Vol. 54 No. 17

* 5797 »

RHFE AT A 14 (4o HEAE TR B PR, 8 5 DILI
(R E ML B R e IR T 29 B R

ARk, BA ORISR 0 24 & 2 07 R e
DILI J7 Ei#t 5t H #5342, 24 DILI (TR Fva 7 42
fit 7RSS . ASCUUHEEME . DILL. sh s &
SAFZTE NS5 A P G BUR iz SR ES PO NS VAN 7 5 3
PubMed. ScienceDirect. Web of Science “5%#E 1 &
T 20 ARG SCHR, ZRI8 T DILI B AENLS]L )
VISR e rh 24 T FNLAI BT TR AR, 9 AH S Bl A Y
()& Bk AR AL S i 250 DRI B 25 B T K
PR fit—E R AR .

1 DILI B9 E R &£ HH

BEE S AHT 292 N RIBE 2 %,
DILI [RAZY IG5, R4 AIwEILHIRT 74
(1) 259 Je HARU ) B 423 B ) T FoL 00 P 402 473 5
(2) 20 5 0T S B P B0 AN mT F0ul £ i 1 14-01.
LA AT RES R DILL (2540287 3= 200 1 AE 544
KPiRZ . PiMIEZs. U g R R Gy
il &,

C | SN I > ZS T 0 AN L7 = e O L
(acetaminophen, APAP). /KR, WEIFEREE,
KA &k A AT R S BU™ B R R
. L E APAP SEUH AT IO AR LA AT e 5
TE4H Rt 2K P450 i (cytochrome P450, CYP450)
IV T 51 RS 2k A Dy R Rt A AL RIS R4 A4
T AT SR8, HLARTEIE SZ DILI 5 K AR
IF, =2 BT B I 2R I BNAE AT 2 5 i A R 3
[F A3 E AU KRR S B IHL
HIN A Re 5 51 K 2R iR D) RERERG . ATP & &P &
CYP2E1 N SHINRFUS A KM, ARG 5
(R P53 HLA U 4 A A2 CYP2EL Al CYP2C9 AR
WO AE T, T BB RLAR 15 A S8 A B e
P A0 e H R AE 3 AT 51 S ) JHF 53 45012

PR 2 e AR IR e . oA 2 H
BRI LR R (docetaxel, DTX) 2541 i
98 240 F AN IE ' AR RIS — e B UL AR
CYP450 NI I I i A R H s A T I e
P T 13— 20 R BOE AU 7 A, IR R AR Th g,
BN SO 4R B R 1200, R AR S R
AL AT e e R R AR A SRR S ik
/b DNA &S AMIGsE, (st 4eim T S 8UT
BT, DTX A2 —2RE R M 2807, X4
M EAEREMIEEEA, Ho R0 7E LS

il A RNA A g i e i i &5
FEOR I AN A 2270 25 1R, S B SR 4t
M 51— R R B E S,

Sy 51k DILI 5T 259 3 20 Sl R 28 K
MABEE « DLEE % 2R SR 2 <0200, Horp,
UL 25 A SRR BT AL AR o = 2R 1) 2B
PN HAF TR D47 RE251, R0, LBk
FEMEHE B (0 VF F T 7K A S R AN, AN 2B
22 CYP2E1 LA SR AL N, THAERTAE N2
BEH BRSSPSR, SRR AR TR uiaTT
iR — 22, AR SR R] SRR AR ARYE T
Wi, SrRMEBRHEC S 2GS, Tk A Qs
R PEACE T A RN, 3B S A R 4
e

FEAER IR FIERE AL b, 25 iR T RIE T
HWH LGN AR, R AL B &
SRNG5S R s 3 DO [ 3
THER BT B A SRR BRAL A, I AE [ B To-F2
AL AT S BUTHR AT o A AR RE1E 7T RS H4
il CYP450 ik (EHERTHE A SRS 4 5
WU A LA S HE AR B A k24250,

WA E T R AL 7 RE . DILT k4R
Z ERRAMARSR, KA & 259 00 BT
BEVE RSB REE . RRLRDIRERT . SORE IR
AN, WAR RSP R 25 PrEUTB 05 K K R
AL 2 A A R A MR S S L P9 AE PR AT
BV EEONYIR B AT R, SRR,
(R 5 oS MR T MA R 2 R R S Rk T —
SE TR 25 B B AR P i RAE A, R A
AR ELME LLTII 2L, e A, KR A SR At AT i PR AT
FERWY, PUIRE 2590 B SR s B R R,
AN EE P L G B S AR S 51 RS AT
WE, ZNRERBG . ETHRS&AY, HRE
A SEL AU 7 0 S MR I AR 2 A D9 5 7 AT 25
ﬁa‘%[ﬂ]o

H 25 51 R BT — LA 2 2 2497 ORI FH
WP EA R ERIRERG 2 —. SRT, BT 2.
DAL ZEBRIERRE R, PR SRR
KNS, TR S Sl AR
Ly SRR T REREAG A AL NS . 5 L, I
2N LB R WL SRR 7 B bR,
i R B 22 4 F 285 SR SR 25 T B 0 ) R A LR T
Rt —ESH.
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2 DILI siIR B E N /AR B

McHE DILL KAWL 55 L, AR () g ST AT AT
AJ DLd I — IR B2 IR T Bl R B ) I BRI 2454
VPR o R A RAT A 37 AT B4
SN &R R R AL, RERAIESE DILL AL A4t
DILI Z5¥) i i h LAk 45 o

APAP 75 F [ A0 B B2 1 R I 48 i
DILI #8Y2 —, FHp=A {21 B A 75 & A Ok
H O e A2 g 28291, Wang S5B0%) 8~10 Ji#
C57BL/6 HEME/NE — kM ip APAP 600 mg/kg, HF
JUE A B 45 S 3 s S 7Y 2H /)N BT U L 30 B S R A 4
B S YEIRAE, KA 2R 2 5 4% 7 i Caspartate
aminotransferase , AST ) . W & MR & & % #% Wi
(alanine aminotransferase, ALT) M T2 HHE
ET A, R N AT . Minsart SEBUXT 8
Jilwe C57TBL/6T B A BYMEME /N R — k1% ip APAP
500 mg/kg, IEE 12 h fEEENE 3K AST. ALT
FFLIR AR (lactic dehydrogenase, LDH) 7K
SRR EEME, 45 R R APAP W] DL % T/ BT
HF . Choi FEB2R AN HEME BALB/c /MR
— kM ip APAP 300 mg/kg, 12 h &, 75/ B
16 AST. ALT REThm, HATEA 98K B
AR, Kim B3R 7§ CSTBL/6 /N, 42457
BN 250 mg/kg INESL T DILI AR, HAFIhAE
BT AHAREEES . K BEPIHARNK
FEH) APAP 73 HIALBEZ RS J5 72 h (PR S a4,
o e gl B WoR Yyt L R0 B R R,
JH A BH 2 22 40 18 4k

TUAARZ 25 5 e ARt ok 22 i B
F#7 DILI #%. Chowdhury Z5P51R F AR 50
mg/kg 5FHEF 100 mg/kg BT, X 8~10
JAl#¢ BALB/c HEPE/NBR—IRME ip, MREEHH bR E
Yy AST. ALT ZE4RFRAIWIE R @I R D). Ci 5556
[F) 45 R FH S MR E S R AP IR 1 07 20, R3S
100 mg/kg, *F ICR /NMRIZES: ig 14 d, S5RER/D
SO DhRe e Ar B & T, HIEA U B R AR .
Enriquez-Cortina %5537g F|48°F 150 mg/kg F1 5 4H
75 mg/kg T BALB/c /MR, P = BBEEPSESE 4 d ig
SARME 90 mg/kg. FIAEF 135 mg/kg. MERREERZ 315
mg/kg T EI/NR, IR LIS Z AT S
JHAR A /) BRABE A

M A S T AMKZH (tipterygium
glycosides, TG) KA (triptolide, TP) RE

2 HPURIRIE T R A B8 g S50 DILL 1)
FERSY. Hik, TG K TP ¥ H T DILI i)tk
RS R FERIUIAFEGIE .. AT A 838
&, YEPERET TG X RN R IR, R
TG 4257750 20 A FIERD 300 mg/kg, 1EH
18 h I R REFE e A IR . 2R IR IR A5 011,
37.5 mg/kg HIFEESE 5 F ig TG TR, FFIEW
FRY) F 48 5 5 7s OK BRI 40 AR B 5 PR A0 LS 3 %
YMIIRIE . FA WIRER—M: ig TG 270 mg/kg T
BN, BOE /N RS AL, A
TR I JF U 200 B o K B B SR AR AE o A e dR S 4210
ANFERRFER TG ALBEDE Tyt 48 h, T 1) JH Iy 34
It SN EAC Y A R O 3 NI 11 3
i RZEEFWBIR A RIR BE IR TR S EU X B
T R 2h 24 24 h JRUKIBALSE, AT IRACKS - AT
ot IR S AT 2 B RRR i AR, R ZEER
LRI RRAE .

P 25 I I i e T 2 A 5 5 1Y) DILI
R BCNFEE « Cengiz 25—k ip MABENEAZ
200 mg/kg TR, 20 h G AT4IML AR M. B
BB difoiz 2R E. AR itz it
Je 2 5T AR G R VR R A 3 % o Salama ZFSTE TS ip
IWEWEZ 200 mg/kg 75 TR RS, IR
BRI SE R ZEEL R B b TR A
Mz stk A0HA%E 4. Chen ZEMSH@E LT ip
ZUEVS 20 mg/kg TR, D)% T R FIESZ 5,
JH2H 233540 R BN SOE AR MR S0 v ik
YNfL e, HEFIZEL. SR, KX 45404
g,

BEE DILI (1 5 A FIALHI A Wi R 7 , oA
BRY e 77 St 2 M 2 4%, 3 WL DILL 344528 (1)
LTRSS W 1. APAP JITids S0 45 B W
BIFIEAE, HEBSH. FEEAELEIRF
HIGRES S A . Rk, AR R BN AR R 7T
o 5 iR AR AR 2 5 BURE I 3 1 42 L Bl ) A
B, (E AR 1 AR I R 2454 A B AR S TR 2 R 1) T
A ) TN o S M DR A 175 3 0 I A s 2R
ARoEtEs, nEHZRSSNa, AR TR
AN IR LA . (HICA F 24515 S o Th
BT RGTHIRFIVEANY . BSR4, 7E A 24 ST R A5
e, TG RGN BEAFEN AR, &
WL FET RSN . (H T H AP aE &M Z

TEARE, HESNBAR A FiE—D
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Table 1 Establishment of common animal models of DILI

by il LTSRS G FEL SCHR
APAP 8~10 A% CSTBL/6 . — Xk 1 ip 600 mg-kg ! JFF I 5 352 /N BRUFE AR S PR IR S S Rl & 1R 3R R, 30
TN AST J ALT 7t
8 A% CSTBL/6I B A — kM ip 500 mg-kg™! AST J% ALT #75 31
RUMEME /N
MEPE BALB/e MR — M ip 300 mgkg ! AST J% ALT #75 32
7 Ji#% CSTBL/6 /ML — It ip 250 mgkg ™! AST J ALT Ft& 33
be R Ric) HARNREE APAP MIRIRIE T RS R RS AN, FFARES 34
FENRME-FIRE - 8~10 ik BALB/c HE — Ikt ip MM 50 mgkg™'s AT AST K ALT Jh 35
PEANER 100 mg-kg™!
ICR /MR HESE 14 dig FARBE 100 mg-kg™'s FIFE AST & ALT JH& 36
3F- 100 mg kg™
BALB/c /MR BT dig S 150 mg-kg . FIAE AST X ALT Jh&5 37
F 75 mgkg!
BN M4 4 dig SAEME 90 mgkg . FIAETF AST K ALT Jl& 38
135 mg-kg ™'\ MEEMERZ 315 mg-kg™!
TG /N TG AN 2l RIA T A RI 20 FEIRARBAFIRAER 18 h, FEREARGGFEEE 39
Wi, AST K ALT Jt&
N #4558 ig37.5 mgkg™! PN g il kY WA SRE g ) N 40
W ANEIREN TG MR D 48 h AP, MR 42
BB/ — Utk ig 270 mg-kg! YT 0 A % ) 23 B 41
2N — Ut ig 200 mg-kg ™! 20h 5 RIS R E 280, A, 44
K FPIAERA . ANH AR IR G ACGER . 41H
A0 5 e A LR v R KL 4 i 38 %
KB — M ip 200 mg-kg™! FERESH L IR 05 ZE R 3REL S R JLERRkR TRk 45

RSN KR
BRI B

— I ip 20 mg-kg ™!

B 2~8 K&

01 1 e N2 P
FHAAR ORI, AR A, ik 46

BANFREEANE B B ZAE IR AST K ALT Jhim, AR ERBIRE 43

HEL, PR A B T 5 R A A 2 e R
A E AR, P T BRIT 4
VIITRIERT 7L, (Rl 5l R 24 E 2 HE
RN, MAZERE K. sh, —SUFG N
T2 BN RN (1 25 )R AT e N 473 Bl B R
TERNE T, PURR 25 R 20080 . Db 2B 32
iR VS ASE = == I = g [
3 HAREMMSE DILI B{ERHLE

WEAER, 2 S RARZ5AE 3 DILL J5 Tl AT
FEAZ, FHAERPUG EZ SRS, ]
FNE RN 52 CYPAS0 RS0 M AT an B 12554 5% .

3.1 HEANE

At 2 DILT S 200 B A, 387 rh 2 m)
T8 I S A SO S % K FE BT DILL A/EH - Lin
U 258k B At b 2 B 2 RS, IR R I
AT D A ) S BSOS % R 1 E2 AH G R 1 2
(nuclear factor erythroid 2 related factor 2, Nrf2) /
Kelch # ECH #H¢ & 1 1(Kelch-like ECH-associated
protein 1, Keapl) {E 51K, RIiFESF N2 M
Nrf2/Keapl &M HME . (Edk Nrf2 22801 B&
Pk 2 il R % Bl (A L (recombinant glutamate
cysteine ligase catalytic, GCLC). &M
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ERRHE M, (glutamate-cysteine ligase modifier
subunit gene, GCLM). Il 4L &K %A & -1 Cheme
oxygenase-1, HO-1). B ALIEJEEE 1 (quinine
oxidoreductasel, NQO1) &R ¥ 5% K IFEX] APAP 75
TR/ DILT AR ERT . Nef2 2] BUR A
ZPUEMN BRI R T, FENUR AT LA AL B AR
T 5 Keapl fif 25 IF 74 400, @il Bos
GCLC. GCLM. HO-1 5 NQO1 i A £ Al (1%
SRV Z FhPLAA BRI R, (Rt H k&
TR K849, Lu SO T2 R A% Gt 24 4 S 2
BN IR TR LR A N PR R
B AN = P AL RE I SRR AR 0T APAP 53
(/N U5 I R B, HAE L ik
B AL E A p62 (sequestosome-1, p62) /
Keap1/Nrf2 {5 518 2% B0 Nef2 2 i3 HO-1.NQO1
mRNA il p62 FiEA GCLM) A3 . BAMZIEMER
fd 2 p62/Nrf2 Hiff S 755 p62 A1 Nrf2 1)
KL, FiFi APAP 5lEMFHHEY. Wang SFB21H
TR IR 4 2 WE AT I BOE Nef2 {5 S IEER E
T RE-FIAR T 15 3 45407 . Tan SF03E A 0 H
B B PR AR AL, AR s E T Nef2
55 T P U R R N R T R T R e
W (uridine diphosphate glucuronosyltransferase,
UGTIA). HEHIH I (bile salt export pump,
BSEP). ZZjfif Zj#HX & A 2 (multidrug resistance-
associated protein 2, MRP2) TEAFHEHHIRIE, M
M TP ¥ R B . thAh, Wu B4R
PUAFEAE T BRA. o] nP R R AC S A A P 1 R SR
P2 N-J 2 -HE S 22 B2 JFont S A - A~ 75 = )
54 B R, I R B3 T DLd ik i 5y
CYP2El ®ik, #MHIHLIANR LA, Zhou Z515)
BT FL A58 T RSN TP 1753 /N U A5
VRS, ORI AT A DILL, gt dr e e ad ¢
B Nrf2 FIEEH HO-1. NQOI f3&ik, Hlilnf
At 458 T H BRI S E A %
3.2 HDHIRAER B
s R B G RAR A T. BIRTTER

52T AT 1 (silence information regulator 1,
Sirtl), Wil Nef2 JFUEAALIEE, 0HIZ K T -«B
(nuclear factor-kB, NF-kB) HIiEfk, Mk 45
HEFEBOL, Sirtl #IA A2 DNA #4518 5 1 5 21
R, HAEDAniR T Re AR, ZekifkTiRE
PRy A EEAER . tb4h, Sirtl T LR T

A N2 2 3 R 0 50 52 AL SR A, 19 Ik
AR BT T - R R 3R B Sirtl N5 28 0E
SN EEYIFAIE, B A5 NF-«B &R T 80E
¥ o NF-xB A& — LR (1) 4 K+, HH NF-xB p65
T AL RAZ T 2R SEA F-a (tumor necrosis
factor-o, TNF-0) JiEE7). Nrf2 5 NF-xB p65 /& i
T L SN I T T S SLIEORT 48 S R S B A
T, ZAMEED RN AR L S B RBS), Shu 4560
RIL y-r =TI 2 FhAS R LS NF-xB,
B4 NF-xB p65 WK% 2 r, IS Nrf2 Sk %
ik NF-xB [k, HHTHEHRST APAP F:201)
JE54%3 -

NF-kB p65 i 24 G A0 P8 [a) B0 1Y Toll
FESZAK 4 (Toll-like receptor 4, TLR4) &0, 2
LU R T R A& 1 B1 (high-mobility
group box 1 protein B, HMGBI1) B 4E A PERE
PN B o B A )5 B 23 ] RS 0 TLR4,
MRS 5 5 5 K NF-xB p65 1E 28 it il B 11 1%
S, ATALAAR 8 52 7 B (1) SR [ B2, Du Z§L63
A I B AL B B S Ay L 2R X BT APAP S
T R AL, R B 3 @ i HMGB1/
TLR4/NF-kB {5 5 38 % 10 5 0 1 1 e 4473 1 9%
JiE/MA NOD FEZ AR FAER 1 25 /4 38HH 5S 1 3(NOD-
like receptor thermal protein domain associated
protein 3, NLRP3) [1Ji#iE, Ml R332 APAP
SR SRE R N FNAR R T BRANER AT AR 25 s
APAP 5347, AL R, AT RE 2 i
iE 04 HMGBI1/TLR4/NF-«B i i 82 % K 1
TNF-a. H40/2-18 (interleukin-1B, IL-1B) &
IL-6 HIRIERKAEVERH, JFd@d 0] B bk 4 -2
(B-cell lymphoma-2, Bcl-2). Bel-2 fH2% X &H
(Bcl-2-associated X protein, Bax). IR KL
IR 85 F -3 (cystein-asparate protease-3, Caspase-3)
F cleaved Caspase-3 [1)7 1A KA -4 A 1104,
33 Hihig#i

Wang S5Ol IS B FbE 1 H X TG #7551 450
Pt g, IG5 AT LAk B A% p A K PR 1B
(transforming growth factor-B1, TGF-B1) /T K4
LR 5 A, XMYLEIERRGURR G 77 oy E
%L, Zhou FFONT S W B TR i Jm I RIRE
YR 2 CERER AT B, ORI T APt
APAP 53 1] DILL, HAF L] 40 A (2 Mg
YA . WS OB TR TR il %
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A RS ] B KIS AR A X AR (nuclear

=

receptor pregnane X receptor, PXR), M T 500
CYPIA2 R CYP3A11 FEPRIERIL, I Bz Rk
A TA)EA ] APAP B0 Y c-Jun ZFEAS G (c-Jun
N-terminal kinase, JNK) F14H 45 5 17 75 B
(extracellular signal-regulated kinase, ERK) [J3R1A
BEAh, Ci SECONE I 37 - AR 3 /N B
RIS, AE AT ik o A AsHRRONT I AR5 T, A
W5 MR BB MM K B /N RNA-295-5p
(microRNA-295-5p, miR-295-5p), F£itt— LUGE T
miR-295-5p &A1 R E FBE 25 2 —

H AT, " 2591 DILL (4 FBLEIBE 7R 24015
B AE G0 R T e AL T R IR AR

B, FB73 rh 24 B R 7 AE IR T DILL I IR 5 18
FIARGREIEM ARSI . EH NN, RKA]
MELF AN RE: (1) ETFIuK 2% st e
FHZ45579h DILI KL AR 7T, B AT 2 x4
Dr R L, 45T 2 R A B B AR 245
(2) BERIA G 2 505 I 25 R AT 53 B 7T
Lo Gy N 734, S v mp 2 A Y <22 4= PR ARG
HEVE; (3) JE PRy El s, QY. EAmRA
FRUR A 255 R G EY A T BOE G, iR
P2 R B AR IE, FRRAWE T 2
PUDILI ¥ kA, AT EE 29697 DILL (K161
2y IRARL AR

T2 S RN s DILL AR FFLHI LR 2.

Fz 2 PHRRARAYNE DILI B{ERHLE

Table 2 Mechanism of traditional Chinese medicine and natural medicine in improving DILI

R/

TEFIRLE 2 A Ry AT mgke) SRR EFIHLH SR
mg kg
SR Bk APAP 50~ 100, 200 AST. ALT. W, B4 815 Nrf2/Keapl {5585 47

it &M% Keapl |, B HK.
CAT. T-AOC. Nrf2. GCLC.
GCLM. HO-1. NQOI11

300, 600. 900 AST. ALT. T-AOC. ifitk% |,

KREENETE APAP T p62/Keap /N2 f55i8# 50

LB Nif2, p62. GCLC, GCLM, HO-1,
NQOI1 1

[y SIHBE-FIREE 2000 400, 800 AST. ALT. W), AMEHIK. W0 Nif2 15 5@ % 52
SOD. CAT. Nif2, HO-1%

HE TP 120, 240. 480 AST.ALT. N —#|, UGTIA.SOD. fE Hl T Nef2 JB 8% 3f #3% 53

AR Nrf2. BSEP. MRP2. GSH-Px?  BSEP. UGTIA. MRP2 #ik

AT TP 500 AST. ALT. G4 ], HO-1. FRENEHMHXEAHO-1. 55
NQO1. Nrf21 NQOL 1 Nrf2 &k

RIERR y-BHEE APAP 7. 14 AST. ALT. LDH. F. IL-1B. 0% NF-«B p65 WHEMZS 60

IL-6. TNF-o. —&fb%. Bax. i, JF40% Nif2 F&{% NF-«B
Bel-2, NF-kB p65. & AH-2. M&RE
iNOS |, Nrf2. T-SOD. &t
fik. T-AOC. HO-1. NQOI t

PRS2 APAP 40, 80 AST. ALT. TNF-a. NF-xBp65. i Sirtl, #if Nef2 JiEL 56
iNOS. COX2. Caspase-3. Bel-2. i, M| NF-«B [{i%4k,
Bax |, ZMEHM. Sirtl. Nrf2 ¢ 1 SIE RN

R APAP 30, 60 AST. ALT. J . TNF-a. IL-1. #0#| HMGBI/TLR4/NF-kB f& 63

IL-6. Bax. Bcl-2, TLR4, NF-xB  Sil#Al NLRP3 #JE/ Mk
p65. HMGBI1. NLRP3 |, HO-1.  ¥#if
AMEH K. SOD. NQO1 1
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— G o i
TERNU] P2 AR5 g Sl (mgke) i AR bR TE L) SR
mg-kg
RAERBL AR APAP 1 AST. ALT. ALP. DBIl. IBil. 5 #ifil HMGBI/TLR4/NF-«B f& 64

Z [, TNF-a. IL-1. IL-6. Bax.
Bel-2 . TLR4. NF-«B p65 .
HMGBI |, #tHk. SOD 1

5B I A T

HAbigte WS LEERIRY) APAP
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