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[Abstract] With the improvement of living standards,at least a quarter of the global population has non-
alcoholic fatty liver disease (NAFLD) ,which is considered to be an important cause of the increased incidence
of hepatocellular carcinoma (HCC) in recent years. Finding effective means for disease prevention and/or
treatment largely relies on deep understanding of the mechanisms of NAFLD to HCC, which needs to con-
struct the stable experimental models to simulate the entire process of disease progression in human NAFLD-
HCC. This paper summarizes the animal models which are currently used to study NAFLD-HCC and their ad-

vantages and disadvantages,in order to provide a basis for the selection of animal models and accelerate the

transition from basic study to clinical study.
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mg/kg) , 4kZ: HED WA, 2 50 Ji % B I J0E B 98 % oy
100% ., Hgh HFD W& A G815 5 NASH, HFD 5
DEN I &t A R 1 NASH #F & o8 HCC #1372,
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T8 3 590 3 40 M A Z Ginterleukin, TL)-6 1 i 983 31 5E
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i A 2R e PR 20 I A SR B S 3R KB R R s R R
B VA H il =R 18 26 A7 76 I E P, 530 NASH,
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4.3.2 db/db 4 &K ob/ob A & +DEN

ob/ob /INERUE I R IR S AR /N B Z R
EATEAT Drge b 098 2 22 4 (0 2 A W 24 R JC T RE
M, 4T A HARE  ob/ob /N BLAEJIE 2 %
HEHT. = WO e W A M, O BLOPLEE iE B R
NAFLD,20 J&#& i % 2 NASH, {H A 264k /b &k =
JE R, T LLZ B R NAFLD & HLE 5 A2 AT,
db/db /N B P8 28 A2 1A 3 PR 28 A8 14 /0N B HL I )
ARG J R, B F S BE A 8 K A2 AR, i Xt
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WA 2 AT 15 % NASH, ] £ Sy #L 5I ff) NASH A
WP F 25 By 0 e Al
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5 b 7
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ANEUBERL Y OR A B ST (WL G e 2 2 T &
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BRI R,
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