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Recent advances in research on animal models of acute hepatic failure
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[ Abstract)

Acute hepatic failure ( AHF) is a severe liver disease associated with a variety of clinical symptoms.

AHF is difficult to treat and with a high mortality rate. Therefore, it is necessary to establish animal models of AHF for the

investigation of therapy. In this article, the preparation methods of AHF animal models are reviewed which are applicable to

different types of animals.
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tetrachloride , CCl, ) 55,
1.1 D-|EFF#EZ (D-GalN)

D-GalN J&—Fft - 4H L 1R PR s e AZ 4T T 771
A3 AR 18 P SR AE AR RE , K i ] il AHF
D-GaIN #E AR5, BE 1 Al R R 11 #E 48 , (4K
HAYEG R IR BRI e A iz m
il B 200 B 25 % g 1 24 B R D 7, 40 2 37 B
S BT P, 5 AP AS P IRFE

D-GalN FIfE £ 05 (LPS) e A& FH 25 2 K /B
AHF B # B 7k Z —. LPS J2& 3 22 [R 1
FAMEL ) F B84, D-GalN fEfNSR LPS (14 2 PE 5
P LPS BE 3% E 6 41 A Al ES 40 A = A= b ged 3K
LT o ( TNF-a) , TNF-a £ LPS/D-GalN 755 1)/
R 2 B IR BERE A S IF AR A =1, Wistar K
BUIE 5 7E 95 D-GalN 500 mg/kg . LPS 50pg/kg 3 h
J&i , TNF-a K- 5 i REE%DH ¢, BL/
6j /N IEATIE A 5200, A5 4 BRARE AR 45 25 7 2R D-
GalN 350 mg/kg . LPS 30 pg/kg, IRE 5B 3 1518
FETEST,6 h 5 nT H PR s B, Lin 25 4R
B4 Cy, BL/6j /N BRI 1 3 50pg/kelPS Fl 800
mg/kg D-GalN 1d1 X ,#%E%E 3 d A T Hg i AHF 5%
W BT D Sy KM /N BUE B 3 5T D-GalN 600
mg/kg Fl LPS5wg/kg,2 h W/DKEOIRIRSE 6 h L4
X 5 rh e bk 22 [ JHF 40 2 3 o il A 1 Rtk 40
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mg/kgD-GalN 5 A [F]5 i LPS 45/)N FUIE s 1 5 5 119
TR e 5E LPS FH LA 500 pe/kg fefd:,
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55 LPS B A 0 FH A EE , D-GalN - 4 3] 8 K R 3 388
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PR A BT 1. 2 o/ke FE 44045 A 35 3
AHF F2EE 1M 1. 6 o/kg HALT R AR, KA 1. 4
o/kg FIHE A N A& . Zhang 2515 WARIGIEN 1. 4g/
kg XA AR AHF #7412 B | 1L 775 27
AV TS F 35 5 A28 AHF IR Bz, 5

MR A D-GalN 3 A5 A7 g FH B 8 5% 4 A i 3l
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WA )
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B AR A AR — RO R A S OR T R R Y
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W R L CSTBL/6 fE £, W 18 ~ 22 ¢
C57BL/6j /N B [ VE 5 TAA200 mg/kg, 1 5445 3
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INER BRI, APAP 5 S (1 AHF X % 452 475
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VTR RSP, i 28 1) R AR b 5 200 1 I s 7E 8 ~
10 h J5 HIBE, T TAA 353 A9 ik 90 /NS
A HBH ; APAP 75 5 (AR R o ifi S0k BE R T 7 4% | af,
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AQP4 T AHF WIMRi/K ie kA & e MEVER
1.4 M&ELE(CCl)

CCl, J& — Rl AR Pk Y B 5 & PR T )
R T DL SR, TS R AR AT
KM B AT, Rt 2 R I 25 25 7 . A KR
FIRk CCL, J& 12 ~48 h, K EUFFIE AT H3 2R 4 JH-45
ViR BRAR AL, B0 h Wk 8 M JF /N it Hp sy o ()
AN ERREAS A /N U AR AN R B SR 72 1
Je P AR A ASCRT LA 590 /IS i s BT B 20
SERFEAS F/N SRR AR R R
K 30% CCl, (4ml/kg) i3 K B AHF #5580 | 15 A%
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WA LA B R

CCl, IRAES D-GalN F1 LPS B4 1 FH il % /N B
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BB 7E 12 AR Z5 25 3 d Je IR IEER G ST 1
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A, CCl, I BEF T 48 P s ps s >0
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A RRIREAVE X A ™ S 40, A B 5 3
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A 8 MLAE G EF (rabbit hemorrhagic disease virus,

RHDV) J& ARG 2R}, GBS A A AL A 18 35 i 2 Pk
JFR , e e A2 AHF AR Z45AE , i i 2 5%
G PN s IS . RHDV B A (AR Y
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P22 4 WU T ST 2 x 10* 21 1 BR#%E 58 B 5C RHDV,
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B fo v WP ZEAL OBl 3 S RHDV 24 h 5
M2 AST 376 M FLE IR 20 28 vk B 1 2 34 i, 36 h 5
ALT {5PE 5% B2 Lh dp 2538 i, 48h J§ ALT ,AST Fl
TBIL {H 4435 8 e m (™

WRMEEMET —MEEGTFARAS AU R
SRR B AR A 2 TR L A S — R I s
HF 1g/kgD-GalN F1 100 pg/kg LPS, [A] B i FH 7L 5%
WS 2 h BRERSh Y, 723 T T b 45 FLIE VTR I
A A A7 A gk KR MR ER AL 50% FAH A
BT AR (25 ~30) min,

3 3% AHF #&5!

3.1 HYEER

APAP J2&—Ff s A9 i AR 25, o AT DA |
R /N v g VESR BT, PR e 1 FH T 1 5 AHF 45
R (ESE FIARESE R B, APAP 5 S AR h g AE
FEI TR AHZEAR K, I B 5 & AF B 1Y) v 2k 1 21 26 1
Ifil % ( methemoglobinemia ) ©% & P£ %% 1L, Jf H 7
APAP 25 255 58 A A N IR) 11 il 24 e B 22 A e =
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TERE R 5 S A AE TR 21 £ 5 W7, Lee
210 APAP FIRE T 30 mL K, 4525 T4 (30
~40 kg, HEE) T 48T AR GGFIE R 0.25 o/ke,
BE/INAF 5 T 4 R o B AN ] 2obE T R AR
( VAR Il it S Asf B8 3 60s AR bR ) o WIIF 4 ) 4
et AR E AE 38kg DL R B LA B A9 %S 4 2 3
W 3.5g/ H, BEE MR IELAE 0.5 ~3.5 g WLHE N
P,

¥ D-GalN ¥ T 5% i 4 M 175 W C B 10% 1Y
VA, B pH JEE) 6. 8, BRI ST 425 T 5 ~ 8
W FHE (10 £3) kg, M 0.3 g/kg, 7T LU 4 AHF
RS A HRGE R 8 ~ 10 kg Y ME T S256 5% i
FABH D-GalN FF KA 2GR =N 1.5 g/kg ™, Ui
G R m il T B it — M, AR R T
ANRF 25 25 5 5 5 AHF BLB G 80 , 4y 3 4148
25 KR 0.5.1 10,75 o/kg, WAL I K 2
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AR AL TS bR AR EE AR 25 R AR 3 LS8R
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3.2 SHERFRER

T4 U 5 A0 bk B 2 AT S SO O R
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AR AE X JRE | T 20 M AR RS R B, 4R 7R
BRI

5 45iE
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