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Abstract

AIM: To establish nonalcoholic steatohepatitis
(NASH) rat models with modified methionine-
choline-deficient (MCD) diets. Hepatic steatosis
and inflammation would be expected in these rats.

METHODS: Rats were randomly divided into 4
groups. Rats were fed with MCD or with choline-
supplemented (CS) diets. Weight and food intake
were determined. After 3 and 8 weeks, rats were
sacrificed; liver specimens were fixed overnight
in buffered formaldehyde (40 g/L) and embed-
ded in paraffin. HE-stained and Massion-stained
sections were graded blindly for the degree of
fatty change, inflammation, fibrosis and necrosis.
Serum was measured for biochemical markers.

RESULTS: After 3 weeks on an MCD diet, ste-
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atosis and inflammation could be seen in rat liv- =

ers. The liver index was increased significantly =~ NAFLD
by the MCD diet. Serum ALT and AST levels
were also increased significantly, whereas TG
levels decreased. After 8 weeks on the diet, fi-

brogenesis could be seen. - NAFLD

. NASH.
CONCLUSION: Rat NASH models can be estab-

lished using modified MCD diets.
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FL AN 58 405 R 50 1) R L A7 il
559599 FEALIK 5 38 B A 1Y 4 ] DLAS 3 i B
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G T 1 6 A AR 12,
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P BRHR AT DRI 2 I 98 T2 e PR 58 0, i oK
R IAEH P R LG R TG D P 4. A
b, BRIV 2 R R B P, 3wk A n) L)
(I U PRI 948, 10 wka] DLHH B [ T £F 44k,
LB TR IR 7 PR I 28 905 7 55 N ZEN ASHZEI,
{f FIM C DR £ 35N A S HAR AU 2L 6 4 iE47 A i
PERF RS0 7 2, AR M CDIK B i
enut, BOJT AR, 1B P B S I AR g A
(s, AT 2 R MCDIR V7 T NASH
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1 MR35

1.1 BA VARG SR, {FShinozuka er a/'®
e 7 Heilh BT T SR, HAREO (g/kg): K
Iy EER1147.0, 74 %£10.0, FKUER121.0, #
}45100.0, #EHE426.0, FgHE 1, A 4E423£10.0, Bt
HIR2.0, HAF 2/ (B 1.5 g, S4EEERA 7500
B fy, 4E4E2E 60 bRz, 4E4E3C 120
mg, MH2400 pg, 4E24E#B1 1.5 mg, 44 %B2 1.7
mg, MBENE20 mg, 4E4-25B6 2 mg, 4E-EB12 6
mg, 4EEZD 400[H prifr, AEPERI0 pg, IR
10 mg, 5162 mg, 109 mg, fll150 ug, £k9 mg,
%100 mg, 43 mg, ££22.5 mg, 2.5 mg, 4180
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Vit B 1 24 4 1A 2R A PR A )L S I IR K
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paxc]
X8R4A = 5) IERIA(N = 8)
281 22 43 ‘R4
() 131.4+ 9.1 129.6+ 7.4 127.5+ 9.7 127.4+ 7.6
() 224.0+ 13.2 456.8+ 18.4 208.9+ 14.8 440.2+ 11.6
©) 92.6+ 11.0 327.2+ 14.9 88.2+ 19.4 312.8+ 11.3
(%) 3.2+ 0.2° 3.2+ 0.2° 7.5+ 0.5 5.6+ 0.8
TG(mmol/L) 1.5+ 0.7° 1.2+ 0.2 0.6+ 0.1 0.5+ 0.1
ALT(U/L) 76.2+ 17.9° 57.6+ 13.4° 162.6+ 27.8 93.1+ 18.6
AST(U/L) 135.6+ 15.9° 105.6+ 19.5° 466.8+ 133.4 206.8+ 54.2
TG (mglg) 15.4+ 6.5° 16.1+ 4.2° 114.8+ 15.7 121.0+ 14.0

®P<0.01vs 3,°P<0.0lvs 4.

U ARV 52 5 41 B <5%, 5%-33%, 33%-66%, >66%
rmt0-343) AN SOEE AL <2(BFE X
20040 57) . 2-4( X 20041 5F) . >4( X 20041 %)
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WA :P<0.05. 1 FHSPSS11. 58 HEAT Se 12
I3 AT,

2 B8

2.1 FARRIBTIET, M. BR.
W TR AETFLA2 wkiN, #41K Rt
TELHEZR, MN1.8%]15.6 g/d, DIt a&
BTN, fHE £ 4922.4525.3 g/d, KA K
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FZ AN, bk 4 ek 32 (E2B-C). Masson¥e
KL AT (B3 A). 8 wkIRF, X 24 KB
JHWIE A0 W B g 3 55 TR ARARL. S R0 4 40K B IIE
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N ], T LR 1 T 28 0 A AR AL FRATTH e R
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R T P A )T o AR ) (K, T AR
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A I3 1 JHE R AIE 9 PSR 22—, A 2 T 3K
Jth, (HE R R A B e, R AR 2D R . AT
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AEENy, FERRIETAEAEE 5, Ml =
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H|ASAFE R EAT(A90%), K E A BT
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AL MR, EARNRAH
FA R IRAR. 4RI I, JRAR A g,
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(AL 5y i D RGN, T & Reist A v >,
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JH I 2T 2, A H i = 156 8 S R,
HGEGURL, TR i . B BRI H i = et
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Mo, B R FZHPURE M SRS TR
AEAE, I 98 3 200 Jf 932 3] R HF I 7 4 A0 AR e gt
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