2012 43 H A R R e March, 2012
W22 3 CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol.22 No.3

J AR TTE

J’j.\/‘/_-\/‘/_-\/-‘/'\/-‘/"\?
S ‘;

AR R 5 U R AR & B S5 LR
SD K ERUT T 2 AL g 2 22 HE 3
I gk,EANE, MBS, ETR,HEE,E N
(RAEET RSP0 L 528248)

(WE] BH SR E Ak O S N E S IR 45 .3 SD R BUI F 4 {0 A% AL T D 1) 5 23 2% Bl 4%
VIR IF LR i fb R Im bl . F73k IS kAk4l SD KB LL 3 mg/kg WY& (B AR InAE ) BT i 41 50% Uik
B (VU S A B MRS = 12 1) 88 2 Wk, S AT 6 J& 5 RS 5 DU S Ak ARk & 41 SD R LA H #2 B/ 10 mL/kg 57 it
IR A VR A GRS memk: oK = 10 mL: 25 mg:2 mL) , [R]AF 4 i 2 YR4% 0. 3 mL/ kg ) 4k 25 T 6 5 12 5 U 4 £k ik
SHEOMEIN (1:3) GELLE R 60 d; JHAT 45 FL2H R BU% 10 me/ ke M 60 1326 3% 10 LU 22 6 R I , L9882 JIk 0 L
DA 1 VE VY 0 1 v R B T I, 40 1 RS 70 M 30 ity AN Jzs ity 2 Ab 25 FLANAS 28 d S S5 AR S0 . i 06 5 S MR
s, SIS ) TR 4020, FH 10% iR Sh AR 5, lE AT B2k s . SR DU SR B B SD K [URT &F 4t Ak A5 A %
B A S 1 M T L A AR 44k 5 TR 45 00 S AR R XA B SD j(ﬁﬂ?qfﬁ%’f‘%iﬂé%jﬂ‘(ﬁﬁﬁﬂaH)‘J‘}ﬂ:Jﬂ:J(\E?
LR 2 Ak IR S5 L3 SD K BUITF 4 A (LB A e BN IR 39 2 P & PR 4ifb. S50 X 3 Fhor ik #f m LIS KR
JFFIE % Az 2T 4 Ak, Ho v IR 45 FLE0 SD oK U 1 4 A i A5 1538 5 I IR I i R Efﬁﬁ?ﬁfﬁwﬂﬁffﬁﬂ}%i,ﬁz
PR 5 238 A T AR 22 6 i M 2 51 2 1) JHF 2 2k P A58 200 1) 8 7, ml AR 9l S [R] 14 52 58 H A4 9 42 R TR 19 Jr ok 4 A
N Bl AT

[KiR] JFLF4ifh; WSk, WK ; MBS ; W

[ B2 2] R36; R332 [ x#k4RIRE] A [ZEHS] 1671-7856(2012)03-0036-04

doi: 10.3969/j. issn. 1671.7856.2012.003. 008

Pathology Comparison of Hepatic Fibrosis SD Rat Caused by
Carbon Tetrachloride, Alcohol and Carbon Tetrachloride
Combination and Bile Duct Ligation
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[ Abstract] Objective To study the hepatic pathological changes in SD rat hepatic fibrosis model caused by carbon
tetrachloride ( CTC ), alcohol combined with CTC, bile duct ligation, and discuss the pathogenesis of hepatic fibrosis
preliminarily. Methods SD rats in carbon tetrachloromethane group were injected 50% carbon tetrachloromethane ( CTC:
Olive oil = 1: 1) hypodermically with dosage of 3 mg/kg (first dose doubled),2 times every week, for 6 weeks
continuously. SD rats in alcohol combined with CTC group were drenched daily by alcohol mixture (alcohol: pyrazole: corn

oil =10 mL:25 mg: 2 mL) with dosage of 10 mL/kg, at the same time, intraperitoneal injected with dosage of 3 mg/kg
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CTC: Olive 0il(1:3) 2 times every week,for 6 weeks continuously. SD rats in bile duct ligation group were anesthetized by

3% pentobarbital sodium intraperitoneal injection with dosage of 10mg/kg body weigh, disinfected abdominal skin, cutted

along the abdomen to separate the bile duct and ligate bile duct at the proximal and distal bile duct with aseptic technique,

28 days later ended the experiment. After the test, we anesthetized SD rats, dissected liver tissues with 10% formalin fixed

for pathological inspection. Conclusions

SD rat hepatic fibrosis model induced by CTC characterized by diffuse fatty

liver, hepatitis and hepatic fibrosis; SD rat hepatic fibrosis model induced by alcohol combined with CTC characterized by

alcoholic fatty liver, hepatitis and hepatic fibrosis; SD rat hepatic fibrosis model induced by bile duct ligation characterized

by bile duct hyperplasia, hepatitis and hepatic fibrosis. Result

These three methods can cause hepatic fibrosis occurs, in

which the method for SD rat hepatic fibrosis model caused by CTC is suitable for clinical cholestasis induced hepatic fibrosis

model to establish, the other two methods are suitable for chemical, viral hepatitis induced hepatic fibrosis model to establish,

we can choose different method to establish corresponding animal model according to different experiment purpose.
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Tab.1 Semi-quantitative, quantitative comparison of SD rats liver fibrosis in each group
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n

Group

1

1E % %R ZH Normal control

PU 4 AL B 40 Carbon tetrachloride group

VRS 5 70 SR AL IR B A 20 Alcohol combined with CTC
fH45 45 4L4H Bile duct ligation
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2 3 4 the 1.5 mm? view area
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3 3 1 0.09 £0.02%
3 4 2 0.41 £0.14%
2 1 5 0.88 +0.46"

XA LR, “#7 P <0.05,“##” P < 0.01
Note : Compared with the control group,“#” P <0.05,“##” P <0.01
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