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Establishment of reduplicated model of fulminant liver failure and research on its treatment GAQO Feng',
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[Abstract] Objective: To reduplicate the models of fulminant liver failure (FLF) of mice and investigate
the protective effect of stronger neo-minophagen C (SNMC) on FLF. Metheds: D - galactosamine (D - Galn)
and lipopolysaccharide (LPS) were injected into the abdominal cavity of mice once to establish experimental
model of FLF. The damage of liver was detected by light microscope and electron microscope. The hepatocyte
apoptosis in-situ was estimated by terminal deoxynucleotidyl-transferase mediated dUTP-biotin nick end
labeling ('TUNEL).

histochemistry. Results: D —Galn and LLPS could be used to reduplicate the models of FLF, In the model, a lot

Cytochrome C (CYC) and caspase — 3 in liver tissues were determined by immuno

of hepatocyte apoptosis was estimated by light microscope and electron microscope, and improved with
prolongation of the therapeutic time. TUNEL assay revealed that the apoptosis index was gradually decreased
after the prolongation of the therapeutic time of SNMC. The cellular positive expressions of CYC and
caspase — 3 were strong in the model group, and they were decreased with prolongations of SNMC therapeutic
time in the treatment group. Coneclusion: DD - Galn and LPS can be used to establish a perfect model of FLI.
SNMC can effectively inhibit the hepatocyte apoptosis in the models of FLF. Its inhibitions of the release of
CYC and the activation of caspase — 3 are possibly by stabilizing the membrane of mitochondria inhibiting
release of CYC and activation of caspase -~ 3, thus the progress of hepatocyte apoptosis can be prevented.
[Key words)

animal model

stronger neo-minophagen C; D - galactosamine; lipopolysacharide; fulminant liver failure;

BRUENTIEREFLOE-FMAGMERS
B B B BT KR T 4 B IR BE i PR B B 51 E
B 1) Pl ) 6 [A] 0 28 S 4 % R B O JLARAE . B
WX TR S ERATCEERFREATREER
RO, UHERATERSHET HERHE
(SNMO HFH R BB THER . R E KT

FEERA B M2 BB, W e A BT L,
BT, ¥ 14 E I (Email ; gaof891@yahoo. com. cn),

3,SNMC B FH s iRy ER, B RED
PLE R 4 B H . AT X 3R B 4 2% L A B
FKELEFF Fas/Fasl. U RIEIFRIEHE T (TNF)%
i B AT, Myt kP e ® CE
R H AT FREAERAFEACAERE. F
LW @ BT /N FLEF SR, S0 208 0 B 40
6% C 7E B BT R R IR HL% o #1E F & SNMC 1§
5 40 L 0 T B T BB AL


http://www.cqvip.com

P 000 http://www.cqvip.com]

* 362 ¢ hEPHESSANRE20086F 11 A% 135868 Chin ] TCM WM Crit Care, November 2006, Vol. 13,No. 6

1 HRE5FE

1.1 S£BHY.10~12 FHEBHEM/DR 70 B, 8
M2k R 20~22 g, I RIRER KRB — 1K
E¥paLi o,

1.2 SEA R D -HELILED - Galn) I H IR
ZB(LPSO)¥ W A Sigma 2 7] ; SNMC i H A 3 8
EBHAATRM RIUDBRRLERFEREEM
AMEBEEBE- 3(caspase - D R WEH A (EIDWA
Sigma A #l s PG R C HLik . S 4 b ik 7
EFMREREAKTREBBT 2K JUTP O R
HARIC % (TUNELIKF & e bl AW H
ARERAF

1.3 sSEsh¥ o RACH R AL T REH /D
B4R IF % B (7 R VERIZE (15 B) 1 SNMC
3P40 (48 RDO3 8. TF %% B 41 18 e v ot A B b oK
0.2mL A HRA — KK BEES D - Galn
1 000 mg/kg + LPS 100 pg/kg #l & /D W FLF &
BOCHAFASREET MY TERFRTFASN
¥ B 4% 4iF ; SNMC 1§ 37 41 [7] B 22 B fs 3 4t SNMIC
1 ml/kg, B H 2%, EHMBANREHG 6.9
12 h,1.3.5 f17 d43 AW HiAL 38 BV AL/ DR T R 4
G 6.9 F 12 h A BIMFALIE, AR A A 5 R
SNMCRIFH/NMRTRAF 9h. 12 h K 1.3.5#
7 d5y BITSALSE B aTE L 8 R TR, R
vt MIEFES 3 8,1 e lIEB B HR2.5%
MR B E, AT RENST Bk 2 ARG
HAVMERTEEES . ABCE U &8,

1.4 TUNEL JF{7 FFARME A . A SR, %
FUE 88 7K AL 5 7400 S 3080 T 0 a7 5 A ) 448 A 8
TR, BEHH 3,3 -“HEBKAMK(DAB 8 f,
HARE Y, UMK E . BR TR H T
WA REE, BHSE R AW 2 KD . Bk
HArEr 5 NS, B ME T4 100 400, A
THE A LR B R Y. A R
B P M R AR A N .

1.5 #HMifaE C K caspase ~3 M. AR R, ¥
B eE K, ARmALEFERUAKEEC
% caspase ~ 3, Caspase -3 PLIERE 1 100,540
MR C HiEMBE L+ 100, B)5 ¥ M DAB B6 .5
AEER , PUENKSE AREEERECRRAN
FHA:

1.6 Sit#am BEUNBRESC+OR
SR ESR AR E4H,P<0. 05 AER A G

2 & R
2.1 LEME.ENXREFASY FHFAR-F
41 (HE) 3 8, 8 75 o JF /DN P 45 4 1 B8 » FF B R 2 00
SHREES MR TE M. A6 h B R 4K B
B, AT L/ B T /M R R AR RS 5 9 h AT 40 i A
TEFEERBE;12h FHLINREEEH B
K, /Nt MBS L N R ) 2/3, TR
A R BT 4 R T (A4 5 A 1D . SNMC R
19 h JFF 40 K el 44 B B 28 M5 12 b AT DL S B AT 4R
MREMN, ARG A E, I RIAIE, T2
PRI AT /ME IR B, AR
4., D RIF /DM SRS . B EREEA
BBz, UG FARABEIEE 3 d /M@ Es
WREIER , FFA MR BRI, F S8 N X AR R S8 A, AT L
D RBUE AT R T A AR SR SE CE B TUE 2 .
2.2 HEEILEE. IE ¥ X R4 W L AT 40 Mo AR HE S B
F AR ARARENFEE  BRE6 h
T L E AR B D B BRI AR R T W L A K
T R, SR04 I B, B A B P R G U B EE AL
(HRMHIE 3. SNMC R4 9 h 40K R 5E 1
REOFREREZET HEA MY KB 1 d FF
MHBANEARIEY AREBRTERENS
0 B3 4R, 2% L e 00g 3 B T L CRE (i T 4057 d
Ja B[R] ¥ N R4
2.3 FFARREIR TR (3R 1) < I T B 40 B A M A
AR ERRAER AT MBEHEERR.
TEH N R N T B T H AT R &
Wi, 244 THEK RICE X EE; SNMC
R 1P 4 BB VAT I R RS, R T AR B D, H
e 5 2 T 055
%1 ZRAEMEAFARBCRYNENCESER G
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Figure 1 Pathology changes of lung tissue in Figure 2 Pathology changes of lung tissue in radix
control group ( HE,x 200 ) astragali group ( HE, x200 )
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Figure 1 Pathology changes of liver tissue at 12 hours Figure 2 Pathology changes of liver tissue on 3 days
in model group under light microscope ( HE, x200 ) in SNMC group under light microscope | HE, x 400 )
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Figure 3 Pathology changes of liver tissue at 6 hours Figure 4 Pathology changes of liver tissue on 1 day
in model group under electron microscope ( osmicacid,x5000)  in SNMC group under electron microscope ( osmic acid, x 8000 )
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Figure 5 Expression of cytochrome C and Figure 6 Expression of cytochrome C and
caspase-3 of liver tissue at @ hours in model group caspase-3 of liver tissue at 8 hours in SNMC group
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