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Abstract: Alcoholic liver disease (ALD) is one of the most common liver diseases in the world. Long—term alcoholism
causes a series of pathological changes in the liver, which eventually leads to the occurrence of liver diseases with an increasing
incidence. At present, significant progress has been made in the pathogenesis and pathological development of alcoholic liver
disease, but the relevant mechanism of ALD has not been thoroughly studied. It is necessary to improve the existing animal
model or establish a new, more comprehensive animal ALD model to simulate human ALD. Experimental animal models of
ALD, especially rodents, are often used to simulate human ALD, and the ideal rodent ALD model can effectively simulate all
aspects of alcohol in human liver. But so far, the commonly used animal models all have certain defects, and there is no
complete animal model that can simulate human ALD. This paper reviewed the pathogenesis of ALD, related methods and
influencing factors of ALD model, and provided a theoretical basis for relevant researchers to establish the ALD rodent model.
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W9 K5 7 95 (aleoholic liver disease, ALD) /&= —ff B (HH M, 5 22 DU A% R L0 R

JERZEANTE R Wil

Aok

ﬁ%ﬁﬁ%%k%ﬁ@%ﬁ

T2 80% AT % & ' A Rg Wi A5 L 35% & J Aribiks
PEIF 98 , 10% 32F & 0 HF2F A AL sl Ak , B 2 e 24
AR FIABET 5 R A I A B
F5 U I 9% SRV 21 4 Ak v] LA SE 2 7R 5 24 )50
B, R ZHCRE LR, 8000 n T BH b S E 5 47 , 922 i 30
A HINR S PR S, FRBe R E A 20 R ALD /Y
RN T, (LB S0 s b 2 P9 2B B TE AR A 3
(4 25 ) 4035 A R B 1+ 4 36 7 TT e B e 1 T

JHF3 (0 AR 34 e (OR) 3G T2 2 57, 5 4 BRY s £ 41
(GBD) W5 i oAt A5 55 PR 2R AR L, WEORS 1 FH 9 51
I R T AR B A A L K T R R R, AR
30077 NFETRGAHOCHNR , i 428Kk 15~49 2 N FIFET
BT 109", FEASTR] B 52 T RS AR 5 PR AL B FE TR
5N SR BE s R DU E
FI SCAR D s i B #E P R R A RS R 3R 5
PRI, 2 B B 19 55 — KM

E£WAB: MK AKFAELT H (No. 82160303) ; ¥/ 44 T A M &0 H (No. ZDYF2021SHFZ050) 52021 45365 1 45 i PRI

YEB B Iv : 5877 (1996—) , 2o A1, BRI, AF 5 05 1)« TSR
HBE{EE %P, E-mail: wutaol_ren@163.com.

SO hL I E



E AT EE2E 20224F 10 55 22 555 104

China Tropical Medicine, October 2022, Vol.22, No.10

+ 985 -

ALD B B8 A 4 B fdt B [ 20, 45547 DR AR T BT
NBGRAE LT (EIPRS P AH SC HR 1 IR 97 & R AR
28 e EER AR ALD AR HLHIA AR EAE , AL
il AR E AL T Eh WA, SCge = v R s )
Fh &AL 5 W5 145 3 (D BRI B (B fa 5 KR
BT S WY SR i R SRR AR A
(D) PUiE 2 6 B, MR CAF10) Z 18] 1y it 45 42 55
BN (2) A, BEH B, T DT b b B SR AR
GEBUN, 5 THAE GG RZER; (4) A,
ZRGFRIAND S SR, BUA A9 ALD SR AR FL g )5
PR, Z ARk, A WERP s AR 7 B R
ALD BT B ZRFAEN AT M 0 o0 B
FERR BRI 1 5 N A M e 1 2 S A A AN ]
LY 22 5 o (ELFRAR A B AR AT LS Ao O et B B
YIRS A 7 ORI S ALD, -3k HAEAY ALD 5K
SR AT BT ALD R ML I BFSE Sl ALD
PEHLHT IR YT WS

1 ALD & w#Ll
FURT , 23 DA BTORT PE ATH 9 A 0 HIL R A 22 2% i

fo, e R B A IR AR T o T ) 2 B S (ADH)
HRACH (E 1) o HHUARSEA —E R BTG, LREL
i PR (F228) K B D E 7> ADH BRI L (AA),
LT —Fh BA R BV A BOR PP 0T, 72 S RE A

ADH

fiti (ALDH) F/EH AR 18 , sk B9 53 4 i
B b, T E A MR . 1T R E A = R BRIEH 5 1T
A B RE T4 HE R AR AN B AR RR FK S, 2
SR AR B 20 T B, ) AR T A A R A A% TR
(NAD) A A B DR I 77 A 3 T g i e e — %
11 M2 (NADH) , M T F% Ik NAD® 5 NADH 19 H R |
NAD'/NADH J& # 7 JiF 28 Jf A i A2 A8 i O s R 3%
NAD'/NADH &A% 5 8 13 36k 2 i o 2 42 £k A3 fin g iy
T2 5 R AR S I 0 6 TP v A A R0, e A, 2T iR
RE SR ER RS A BUNG Y, il G i b iy iop
Wi, fit ATP A B/, 1 — 25 5 i HL 45 44 AN Ty i ek
A REUFREBR I KA. AR A & LR
2 T3 5 41 B €5, 2 PASO2EL (CYP2ELD) B 42 , I 15
NADH+H¥EH R QAR il £, H 3 00 5 3 i
ALURANAE (HSC) = AE Mg AP L 5T (ECM) |, £ F 21 4
AR By & TS AR B HSC 8% H 2R 2% 7 41 S (NK 21
WO R A3JE 7 R TR —y (IEN=y ), i 27 A 1)
Ao MRFERIE S NK 4R 768 01 F R HSC Ri4k
AL, e E £ ik KRB A ) K A o R 2
RN H 3L (ROS) BTG , 5 IR B 4L, =B N
T (MDA) Fl 4-F2 3L T4 1 (4-HNE) 55 i i A ik
W), 915 DNA BB 4S & 7 AR B0 0 DNA NG 4,

X LENNE AT REAE B DU A AR, I35 T AN B

HE

s

i 0\ .
/ ’ ) 7 T _O)— H,0+CO,
f E s
NAD* NADH+H \
\
/——\‘—v IF£T4fefL
D % _
10 Yoy —— IFN-
ﬁ*ﬁ ce® o .
b7 4 o o
R
HSC
ERFIZRL AR , <> B>
<Az

EillEnzian

ADH. Z BB S0 s ALDH. ZREBEEUR s CYP2EL Z1HL (23R PASO2E T ROS. 4 11 FH 3% ; MDA, T4 . ; 4-HNE. 4-323E 061 s NAD* . J0 0L e i
WERE A% AT IR (LS ) s NADH. MR IR IERE A% 37 B2 GRS 5 Pro. 8 FIBT; IFN—y. TR —vy; Ag. HUls s H,0. /K ; CO,. S Abhk; HSC. JiF AR
A DNA. B S BEZ R s ER. IBI . ADH. Alcohol dehydrogenase; ALDH. Aldehyde dehydrogenase; CYP2E1L. Cytochrome P4502E1; ROS. Reactive
oxygen species; MDA. Malonaldehyde; 4-HNE. 4-hydroxynonenal; NAD+. Nicotinamide adenine dinucleotide; NADH. Reduced form of nicotinamide—ade-

nine dinucleotide; Pro. Protein; IFN—y. Interferon—y; Ag. Antigen; H,0. Water; CO,. Carbon Dioxide; HSC. Hepatic stellate cell; DNA. Deoxyribonucleic ac-

id; ER. Endoplasmic reticulum.

1 ERHETR 2L A

Fig. 1 Schematic diagram of pathogenesis of alcoholic liver disease
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