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WESNRIEFRGERENAR
SUKEE AR BT R

WE BH WS CdCL) BT/ ST
PBLEY 125 W B T HLdl . AiE LA 4 mg/kg CdCL,
s 1 558 /0N B, W 45 i ) A5 /1 BRUPF 4 29 B2 £ R I 345 7R
RRAELEL I (ALT) RA AR A SN (AST) 1y742
1k, R &R CACL, 5IRSW]  FH045 B QL dE B )5 DA 1524 mg/kg
CdCL, Xt/INERUIE s S Yo 5, TR 1R CACL, 55 2 M TR 4
B R G 2590 s 4G I 3 PR S ( MDA) LK ATFAI3% MDA
—%AL A (NO) & e H Bk ( GSH) . 28 Bt H Bk i 48 1k 9 ity
( GSH-PX) &, WA S ML R i AE CdCL, 753 1/ B8 43
THIFER. &R A4 mg/kg CACL, IR E5T 18 h 5, TR
HAUH IR IRIRGE, T4 ™ i SBRAE AR, L ALT A1 AST
BT SeAh, SxF IR e, CACL, Ab3 18 h 5, il v 5
JFRE MDA K FBE NO /K7 1 25 74 /&, IFIE GSH. GSHPX i
DT FEAR . 4518 4 mg/kg CACL, JEEETEST 18 h 5 7] i)y
/N RS E R R, & A T BB MDA 1 NO F,
JFEHZY GSH & i - GSH-PX 7 M B ARAH G

KR A 2T S ALY; MDA; NO; GSH
hES%ES R854;R 575

XEERER A LEHS 1000 - 1492( 2015) 10 - 1443 - 05

R T 2 45 25 W) SR T ) R AR
PR R Y P RE SR AT P 2 i PR L+ WL, s
AR TIREEIERT R FTH A sh i
ALAE = RIS, BV T3 05 s R S e v 4
Dish Pt R 2y e AR 5 shopse s > H A
SRRV R B 5T LI 2 TR
DU SR T S5 B TSR TR, TR T 5 S 2K
(4 2R IR O T T Al o IR S BT 4
(4735~ BILH AT BE-L5 PO S ARk 575 = O BT AL A A
[5 X6 P S AR A7 3 1) 5 00 A 0 A DR 25 4 02
HEMTHEERE SRR IZE % . 6
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BBIWH: ER A RBFARES (4’5 31000664) ; ZHIER RS 2011
AEERME R BY 0 E (485 XJ201114) 5 ERIERL K2
“FAFRRAA SR S F AR A R LR
SI0H (45 2013ts2y010)

VER B RRERL R S — IR B 2 > AL TR B, B8
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XHURVE 2 U B B BRI 2
PR EERRET > . HIHEES R A
PSR OBFSE S " 1 ol A i) 1 22 ek, HL
B2 PSR TR, BT S 0 I I 2 A AR
Iﬁj[m o ZMEFE Kt & A4 ( cadmium chloride, CdCl,)
PSR AT Bh 25 WREE, 075 8 438 11 e 35700
B B A Y T3 ], S S S R AR R, it —
RS TE 42 IR S RT3 23 TR B 0 e A T 245
PR S .

1 MR

1.1 RIezh#¥ (BT TES ICR /MR (6 ~8 Jii,
HEVE IR EE 28 ~35 ) g HLRUE SLsh . S8
BRI N R SR 1R, A KR, B R, IR 20
~25 C,{BHE(50 £5) % o SLH AR FEZR AR
FRAAE IV 5w AUAR Y (A N B L ] S 56 sh ) 4
B ), Rt /D S 56 3 ) (8 P A R L S 56
W AR I ERR S -

1.2 k5 CdCl, W H 3 [E Sigma 23 F; ML N &
18 8 FL54 #2 l#( alanine aminotransferase, ALT) K4
RARAFLF; FL B ( aspartate aminotransferase, AST)

< ¥ ( malondialdehyde, MDA) | 25 bt H Bk ( gluta—
thione , GSH) A Bt H ki & AL P ( glutathione per—
oxidase, GSH-PX) Fl— % LA ( nitric oxide, NO) iz
& A FE st TR T o

1.3 4B b3S WEE CdCL, i 5 0 2o T
U0 EAL L /N L 0. 1 ml /10 g fACHR 22 i Js v 5
4 mg/kg CACL, , 53 HIFEALFE 612182448 .72 h J
A s ARSI B R B0 2 - R0 5%
R HRAA B /)N BRI RS T S AN R 5] 5 ) CdCL (1
2.4 mg/kg) ,HALIRIS 18 h FA /N 1R A
BT ER AR K. BAYEXT BRZH 28 s 1 i 45 7
300 mg/kg Xt Z, B2 F5 Wy ( acetaminophen , APAP) Jf:
T4 h A o W I T A AL TR ARG B
JHRERR I, G I [ 2 T 4 % 2 W I W
TS A e HARIFIEH LU T - 80
C, T LEASEpRAI -

1.4 ALT.AST FAWE KSR B L@k
IR ML ALTAST 35 3 LA RS0 00 A2 2 - 38
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HEAHR & vd A P A A

1.5 GSH 4ER& GSHPX iFAME FH Beut—
ler Pt B EAG I AT2H 4 GSH & &, Lowry 13 52 AF4H
ZUEH & GSH-PX §if F795E 2 MR ) & Ui
1.6 BERESMWME 800 g ok S 1k i
F= ) MDA 7K -8 2 e 20 218 4804k D7 380K -
MDA &5 % & H TBARS 7. NO R AL~
P E -

1.7 BFREZAZR HE @ BUN RSB AR B 1Y I
ELHZUE, BT 4% Z R BB EE. ZTK OB
FEWREK R E B A S wm LY R
HE Je o gt ig st i, A 0625 BAEE T WA TR
L2 B 2% A8 Ak 40 B 4 A0 ) A AS TR/ R
HE Qe P i, f 2 0B B R 2 50 — B @ B B s
FFE

1.8 it 4abiE SR SPSS 13. 0 #4704,
THEFRI x £s Fome RATZ KRR AAZ
0] 22 54 G0 .

2 HR

2.1 AMREREXNEYHNREERFREEENE
M EGRMEMNEAE/DNRET. 4 mg/kg
CdCl, 4bFE 12 h J5 /N EUAEE B I k4 ) 35 5 B g
K% ,48 h J5/NEURE SEAK &, 72 h J5 I 46 X) 5
B (F =2.86.3.43,P <0.05) , W3 1. AR
TR R /N B K IR B s ( F =3, 23
3.94,P <0.05) , L3 2. SIEH XA LHKL,4 mg/

2.2 AMEEENEM/NRRALREFNY
Mo IE A R 8000 B s /N 54 TR R
JH- 240 B A e ek R e, ) S BRSO R HES ) L
FR I 0L 52 77 B T DL B X L /N S5 R IR
W R RIRBE , S i, P 200 e R e 222 A BR A
A MR R, SOE AR E . 4 mg/kg CdCl, Ye3f
J 5 FF2H 2 3845 5 B et 1) SE 2 i in e, DA 18 h £
KPR LU R B RIRIRAE, IRBE X F R &
L S R RS 43 S D . P 400 ek R 2 SR
A R BTIR G A Ak , M R IR K A% R 284, 9 i 4
MIi2iE . 1 mg/kg CACL, & 2 2 2L /N 25 44
TSORREFIEH 5 2 mg/kg CACL, 7] 20 T4 g HE 21 52
UCRE L L 840 DX skt B 20 B R AR 1 L RE Al L A%
iR . WL 1.2,
2.3 2MEREXME ALT 5 AST (%m0
APAP 4b¥H 4 h J5 7S H ALT BIR Fhmy, W 3. 5
IEHXIRA L #, 4 mg/kg CACL, 4R 12 h J5 1ML
ALT\AST B TH#5, 18 h k& i I, 747 Ab P 5 24
h Ifil 7 ALTVAST T FE,72 h SEARRKEZ IEH (F =
4.89.4.43,P <0.01) . A, S51EH YR HE#E,1
mg/kg 5 2 mg/kg CdCl, {542 ALT AST (42 HF
/55,1 4 mg/kg CACl, Zb38 18 h 5 By iM% ALTAST
&S TFHEMANREA, Z5FARITFEL(F =
15.6.50.2,P <0.01) . W3 4.
2.4 AMEREX/NRATESANBIERNZN
55T BN REZE LU #4758 21/ BRI 3 MDA
JIE MDA FAIE NO 7K - Bifi iof [1] 328 4 P ( F = 5. 33

#3 4 mg/kg CdCl, 3R MiF ALTAST BISME( n =6,x +5)

kg CdCl, 5% 18 h 5 /IN B A9 74 25 I 0k 2 i B

TR

#z1 4 mg/kg CdCl, 3 RAEE AFAEEEMNZM(n=6,x +5)
215 WHRRTIRE (o) WHEIRE(g) HFELXTE E( g
ERXTE 33.99+£1.49  34.58 +1.31 2.15£0.26
Cd-6h 33.97+2.06  33.69 +1.97 2.040.22
Cd-12h 33.96+1.92  32.35+1.86" 1.72 £0.09* *
Cd-18 h  34.46 £2.41 32.04 +1.74" 1.78 +0.18**
Cd-24h 34.26+2.11 31.64 +2. 14" 1.59 £0.12%*
Cd-48h 34.42+3.50  32.36+3.64 1.71 £0.26**
Cd-72h 33.47£3.43  32.45+3.67 1.83+0.36

SIEW N4 " P<0.05,**P<0.01
x2 AEFE CACL, MHERKE FFFEEMNRM(n=6,x +5)

13 b PR R VLLiE JHF 4 %o}
KRTE(g) T (g) Hi(g)

1E g 31.71 £1.88  33.11 £2.47 2.01+0.28

1 mg/kg CdCl, 31.35%2.53  31.91 £2.79 1.62+0.35"

2 mg/kg CdCl, 31.16 +1.68  30.46 +2.24" 1.69 +0.18"

4 mg/kg CdCl, 31.07+1.86 29.40 +1.28** 1.65+0.14**

HIE#HXBHARE: " P<0.05,**P<0.01

20 5 ALT(U/L) AST( U/L)

TEH %R 20.25 +4.16 22.33 £6.48
[EREP i 150.29 +33.88**

Cd-6h 34.56 +23. 16 39.28 +11.53
Cd-12h 45.36 £17.80* * 48.83 £12.37**
Cd-18 h 222.12 £119.9** 99.09 +46.05* *
Cd-24h 76.55 £52.05" 56.35 +15.04**
Cd-48 h 45.50 +17.19%* 35.67 £19.57
Cd-72h 19.87 +5.52 53.67 £19.64**

HIE#HXBHRE: " P<0.05,**P<0.01

*x4 AEFIE CACL, 3R IME ALTAST BIZZMH( 7 =6,x +5)

215 ALT( U/L) AST(U/L)

1E X E 20.96 +5.26 23.74 +7.51

1 mg/kg CdCl, 29.73 +17.09 38.47 +11.58
2 mg/kg CdCl, 37.22 +24.38 39.67 £15.99"

4 mg/kg CdCl,

148.56 +45.37* *#

108.40 +9.82* * 244

SIEWM B4 L#H: " P <0.05; ** P <0.01; 55 1 mg/kg CdC,

ZHIH#: #P <0.01; 5 2 mg/kg CdCL, 2H [L#: 22 P <0.01
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E1 4 mg/kg CdCl, 3/NFRAFAFALRIEFERZIM  HE x 100
Az TEH N BEZH; B: BAPEXS BE4H; C: 4 mg/kg CACL, 4bFH 6 h; D:4 mg/kg CACl, 4bFH 12 h; E: 4 mg/kg CACl, ZbFH 18 h; F: 4 mg/kg CACl, 4bFH

24 h

E2 AREFE CACL, W/NRIFFARKREFZANZM HE x200
A: IEH X IELE; B: 1 mg/kg CACl, ZbFH)5 18 h; C:2 mg/kg CdCl,
AbFESE 18 h; D: 4 mg/kg CdCl, 4bFHJ5 18 h

6.40.8.16,P <0.01) , 1 H AR HEB N KLR(F =
6.46.14.42.13.30,P <0.01) ,4 mg/kg CdCl, b ¥
18 h ik B =l 11 GSH & & GSH-PX 1% 71 BifiFit [a]

GEHREAR ( F =28.99.17.38,P <0.01) , F 18 h ik
PR AR, 72 h ARSI I H AT 50 82800 56
Z(F=60.49.21.98,P <0.01) , L3 5.6,

3 itig

LA WA BT 24 B A2 0 R B A B 1 BT B
TS U, 2458 b 2 R 8 0 04 A 3R A I 1
Thlado FRREVEIF 0 4 A AL AR 52 2% %
IR A0 B4 23T HILA F R AN TEAE o BE A& A T
PR AR T o REE 5 03 1) s BIL A A8k B i
NHR BRI RIS . FER g W WA SR
JUER PSR Sk 2 5 1 £ AR E . AT
FEI A I TR CACL, e 57 /0 R e I 453 40 A
Mo HiR i oR: 4 mg/kg CACL B EEST 18 h )5 5]
AL /N OB 1 S0 BT S 0 A0 475, A 2H 4R B AR
IRBEIX, JH-200 0 5 OB , v R i ORI 52 4
I

ALT 1l AST J&— L AL R AR S ol

£5 4 mg/kg CACL, /R M E 5 FFAE S RIEIEFREIR M (n =6,x £5)

217 1% MDA( nmol /ml)  iF/ii MDA( wmol/gprot)  JIFJE NO( wmol/gprot) I GSH( wmol / gprot) JFE GSHPX( U/L)
1E 5 % R 6.09 +1.03 2.14 £0.61 0.38 +0.15 67.05 £5.65 754.72 +58.54
Cd-6h 6.69 £1.93 2.00 +0.56 0.46 +0.18 59.21 £10.55" 692.23 £36.97"
Cd-12h 10.02 £3.03** 3.23£1.36** 0.65+0.22%* 35.05 £6.54** 601.48 +27.06* *
Cd-18 h 10.54 +1.87** 6.92+2.18** 1.17 £0.39** 17.48 £5.55** 529.41 +£37.40%*
Cd-24h 8.63+1.55%% 2.75+1.11 0.60 0. 15** 38.63 +6.28** 607.85 +£20.89 % *
Cd-48 h 6.24 £0.99 2.49 £0.26 0.57 £0.32 61.89 = 10.56 727.77 +65.72
Cd-72 h 7.22 +1.58 2.18 +0.31 0.36 +0.16 62.77 +11.30 733.61 +69.31

SE#S A" P<0.05,**P<0.01

(C)1994-2022 China Academic Journal Electronic Publishing House. All rights reserved.
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£6 AEFE CACL, 3H/NRIMiESAFAEE L BEIEFRAI BN n =61 +5)
ZH 7 1fiL % MDA( nmol /ml)  HFHIE MDA( wmol/gprot)  FFIIE NO( mol/gprot) JFJIE GSH( pmol / gprot) JFE GSH-PX( U/L)
1EH X HR 6.13+£0.76 1.88 £0.32 0.36 +0.11 66.09 £6.05 728.17 £52.42
1 mg/kg CdCl, 7.10 +1.68 1.93 £0.62 0.43 +0.33 50.12 £8.70" 683.80 +58.22
2 mg/kg CdCl, 7.85+1.83" 1.92 £0.82 0.81 +0.44" 40.31 £6.56** 595.66 +33.59**
4 mg/kg CdCl, 10.00 +1.66* * 6.84+1.26%* 1.15£0.31** 19.91 +5.00%* 525.16 £41.34**
HIE® R4 T P <0.05,%* P <0.01
P IF1) 2 R OO T, 2 P WIS 4 7 0 R gk Y PO
JH200 L BB R 200 6 P 575 P 498 2 B bR A g
ALT F1 AST 7% J1 FH e B3GR (R 5 T AN 4 (1) obioh i, S8 %5 2 HeFA 059 o s B
MBI B AR S0 R LI TE A4 me/kg L RS0, 3838 8
. e 2 Ingawal , Mandlik S K, Naik S R. dels of hep: xici
CdC12 E,/J\ﬁjﬂ]_‘@f ALT. AST ﬁ{ﬁﬂ%,lg h fj_i_iu ngawale D K Mdn S K -Na ‘ R Mo' o ep-atoto icity
and the underlying cellular, biochemical and immunological mech—
%@’24 h %ETF% ;72 h %Z'K‘VJ(‘/E—EE#'%’C’ 4 mg/kg anism( s) : a critical discussion [J]. Environ Toxicol Pharmacol,
CdCl, 4b#H 18 h J5 /N B ALTVAST Bl &5 F 2014, 37(1) : 118 - 33.
1.2 me/ke FIEA. HAE FIRSCIOLER Mk B MR MR KR R P AR
g/Kg
T4t 4 mg/kg CdCl, 18 h 5 B i S AR EYE ICR JESG R oA (D], E 25 A 4, 2013,29( 11) : 1536 —
40
ANERUR A AT AT o e e o e e, .
T 2 b e gy ORI S AR LS 1
: iﬁ JFNEREME (], RRIERIR= 4R, 2013,48(2) : 138 -41.
ALY BT BOR IR BOE BACA O, B T IHAE (5] umerh . akaEae. gk R MOKZEOREEXENBUE =
GSH, 5 FHiAE AL S, 5l 1G Sy i A RABUSEN ()] ZERERL R 4441, 2013 ,48(4) : 372 - 4.
B8 T 55l it s AL A Sy 42 . MDA 28 [6] AWk, bR B,k B, 4. SREBPHc #% e 40 B 5 2 hE 5
it I ) B2, 3 0 5 0 SRR LR AL 1) SRR
Tm,ﬁ&émﬂ@‘% E m%ﬁ(ﬂiﬂﬁfﬂﬁiiﬁ?o GSH-PX % [7] Hart\;i‘T A( Y\)/k.echar:s:ns i.n cadmium-induced carcinogenicity: re—
RN IZAFAE BT B AR , L0 P B s I s e T AL cent insights [J]. Biometals, 2010, 23(5) :951 —60.
1Z'Kj’ﬁﬁffjcﬁgjj *H?%EB,% E H 3 iy ﬁﬁjj s T:Eéﬂf] ﬂ@m@i” [8] Eybl V, Kotyzovi D. Protective effect of manganese in cadmium—
,f%;ﬂﬁéﬂ;]ﬂ@ﬁéé‘: 1;/@ ]:n]jj E‘E%%& E(J ,f/E}EH . GSH %ﬁ&i induced hepatic oxidative damage , changes in cadmium distribution
% é}ﬁj;?ﬁ%’fh%ﬂ , ﬁﬁﬁﬁ@\?iﬁﬂﬁﬁﬁﬁ{k ,U\Wﬂﬁ’-& :w;(: tr:;e e7lzments level in mice [J]. Interdiscip Toxicol, 2010, 3
= N AT 23 e
ﬂﬂ:@@io Z,K%EQ%%[D% ’Eéﬂ% 4 mg/kg CdClz 12h [9] Park SJ,LeeJ R,Jo M J, et al. Protective effects of Korean red
Je /N 5 A IE MDA T, 244855 18 h jh il ginseng extract on cadmium-induced hepatic toxicity in rats [J]. J
{H; 1M 4 mg/kg CACL, 4b B J5 fFE GSH-PX i 1 5 Ginseng Res, 2013,37( 1) :37 - 44.
GSH 7J(E|Zﬁ%|§%§1f§ , i 18 h :‘@E'i/ﬂf&ﬁ’ #%%EE/‘J [10] Fouad A A, Qureshi H A, Yacoubi M T, et al. Protective role of
HT“»EU _ &i@%%&%ﬂ% _ ;ﬁ@%/% . %%Ejg*ﬁﬂ carnosine in mice with cadmium-induced acute hepatotoxicity [J].
I'I'l /J\Ef[‘E/JH?HEEF—Q'QJT E Hﬂﬁﬂﬁﬁ[ﬂi%‘nﬁpttﬁfmﬁ Food Chem Toxicol, 2009,47( 11) : 2863 -70.
s BBRUAY, = Zpx 1Y, )2 C ’ .
[11] Wu K C, LiuJ J, Klaassen C D. Nrf2 activation prevents cadmi—
E %EKJ*}T/%:L{‘E&?%B’% E EE%E(J ﬁgjj—l:lz%" NO &— um-induced acute liver injury [J]. Toxicol Appl Pharmacol,
Fh e A A N 2 AR X AR A B AT AR 2012, 263( 1) : 14 - 20.
BB R NO 18 o 2 FHLH S 20T 40 jE 35 45 55 0 [12] Cuypers A, Plusquin M, Remans T, et al. Cadmium stress: an
t, ’H_jffﬁ H;I: éEH H@ fz; EE j(% E EE %, ﬁ ﬁi MDA ﬂ oxidative challenge [J]. Biometals, 2010, 23(5) : 927 —40.
213215 o gd i iy R T Bt 4 /k (13] JAveZE, %) 35, B8, 45 A SR BRI XT 2B/ B
" ARERE T, BB 4 me/ke NOIEN~y 1L fl R 30 (3. eh B I HREBF 5% 20146
7N R I A A B A 7 o (14] Sgile ST B BV A A S WEHL/ BS E VT H
ZE AR, AT @R, B 4 mg/kg CACL, i JHEGBRSE [J]. AE P22 443, 2014,29(5) :525 - 7.
(5] X B, 22 20 8%, M3 ie MR e I3 4 R R

CESS 18 h J5 ol s sr /N SRR AT H A5 , D ¢
T Jm SRS T T3 403 1) A LR AL B £ T
2 IR ORI AL B0 T Se s s W il

MRS H B NO FiNOS 92 L] b g v 254, 2014,
33(3):63 -8.
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BEFEFS AMBRE AS49 AR T
REE5 p38 MAPK ESEZRIEKE

AR BRI R

WE B8 HITHZEA I Res) W55 A AS49 4 ik
AT KHS p38 MARK 55 @M R . Ak CCK8 &
Kl Res XF A Jili 95 A549 41 s 34 78 #0 %) /F F , Annexin V-
FITC/PL WU Res X fiti i AS49 4 ML I8 7= R , Western
blot ¥ ¥ l Res Xt A fili % A549 4l Jfl Caspase 5 4] F- W
( Caspase \Caspase-3) Fik 1 RZ M , B HLXT 22 4 JF 0T 26 1
PG MAPK) 38 B& 45 1 ( p38pp38) FRIKAYFEMT . Z55R  Res
XoF iR AS49 A0k AR < 2 vk BE AR RO B0 I VE L 48 h
[ Res 15 FlfitifE AS49 1L EUM iR B (1Cs,) fH A(10.6 =

2015 - 06 - 15 #i
FEIH: FK A RFEIL ST H (405 81373421)
Ve By e R EE e SR, 4B 230022
T ERIERI R A LU N R A8 230032
YERF R A Ao NS, T3 AL
WRBESE . BBt OB, W42k T8, ST AR . E-mail:

chenxy@ ahmu. edu. cn

W BRIGE T

1.2) wmol/Lo JI§ 10 pmol/L Res b AS49 41 Jifi 24.36.48

b, GHML PR T 2R A R B W 3 N ( P < 0.01) o Res fEAF

A549 4 g 48 h J5, Western blot ¥ # ] it 75 Caspase- «

Caspase-3 £ [ {1 BLMT 2L F- T, p38 . pp38 RIBTRIE . 451k
Res B 0375 5 Al A549 AIERVEH 5 S AS49 41 iH

T, HAHLH] 530S p-p38 MAPK &84T Ko

KR AT (F S I i AS49 40K

hE4SEE R737.3

XEREER A XEHS 1000 - 1492(2015) 10 — 1447 - 04

KRN Z W 254k & W) 111 3 7% B ( resveratrol ,
Res) "2 AETE T A 4G JRBL AL A SFHE AR N -
43K, Res 2B AR 2 58 0 H9E, Res AT 12
(A W N2 A TR, e A BT A e T
R AR 2 g s o RS IS, 22 2R
3G R 3% B ( mitogen— actived protein kinase,

Establishment of mouse model of acute liver injury
induced by cadmium chloride

Wu Yonggin', Guan Cunjie', Liu hongmao, et al
('The First School of Clinical,, *School of Public Health, Anhui Medical University, Hefei 230032)
Abstract Objective To establish the mouse model of acute liver damage induced cadmium chloride and elucidate
the mechanism of Cd-inducediver injury. Methods
with a single dose of CdCl,(4 mg/kg) and killed at different time( 6, 12, 18, 24 h) after Cd treatment, or admin—

The adult male mice were intraperitoneally (i. p.) injected

istrated with different doses of CdClL,( 1, 2 or 4 mg/kg) i. p. and sacrificed at 18 h after Cd exposure. The control

group received only equal volumes of normal saline. Histopathology of liver tissues, serum of ALT, AST and MDA,
and MDA ,NO,GSH,GSH-PX of liver tissues were observed. Results

kg dosage, i.p, liver tissues appeared visible pathological changes with severe ballooning degeneration and necro—

18 hours after the treatment of using 4 mg/

sis, the levels of ALT and AST in serum were obviously higher. In addition, at 18 h after Cd treatment, the levels
of MDA and NO in liver tissues significantly increased in the cadmium group, however, the level of GSH and the
activity of GSH-PX in liver tissues significantly decreased. Conclusion A mouse model of acute liver injury is
successfully established by intraperitoneal injection with 4 mg/kg CdCl, at 18 hours after Cd treatment. The mecha—
nism might be associated with the increase of MDA and NO and the decrease of the level of GSH and the activity of
GSH-PX in liver tissues.

Key words cadmium chloride; acute liver injury; animal model; MDA; NO; GSH



