2021 4E2 A [ SIS B 2E February 2021
2% B ACTA LABORATORIUM ANIMALIS SCIENTIA SINICA Vol. 29 No. 1

SYTWL, R, AR AR Wi T 28 s B (T e il [J]. hESEERsh 24k, 2021, 29(1) . 128-136.

Cai JF, Chen ML. Research progress on animal models of nonalcoholic steatohepatitis [ J]. Acta Lab Anim Sci Sin, 2021, 29(1) ; 128
-136.

Doi; 10. 3969/].issn.1005-4847. 2021. 01. 019

FE TP AG YRR 7 T 92 201 W A5 30 %) Bt 5 A8k 45
ZOL Lt BRR A
(1. WP BE 2y KA Bh2E 2200 e 3100535 2. WiVErP B 25 K250 sh WEoE bt/ LU B 260 5T i, LMl 310053)

[HE] HE SRS S IE R R LTt AEE R LR D % ( NAFLD) St 2R L7, & 24 skix
B LR R A Sl vk B V5 I A TORE AR 1 T 496 ( NASH) (B U127 24k Ak R 40 M0RE . 1 NASH
SR SRAlPERR I I & J 2 A Ak RE AL RN I B2 M B, BRI, B FN9R T NASH BB — S fE 0k 30
YIRS R AT PR 1Y KR AL TR T 25 B A LA SR S DA RIS R B ZEIAT . H AT T T R Y S P A S 2
FEFLAZE NASH B BT 28 MG RAFAE , (L35 1 & sh sy 2540175 T sh A A0 RN 32 BRAE 1 s A A8, H sk S 7
EIFFAE4S A B BL . AR SO ARk NASH ShPs i f9 i o8 S HL S S AT A 25, LA NASH 5t % 5% .

[R82iA] ARSI PEIT 28 (NASH) ; ShRad s AU EE S 1k

[HE5ES] Q95-33 [cEftRIEAE) A [XEHS] 1005-4847(2021) 01-0128-09

Research progress on animal models of nonalcoholic steatohepatitis

CAI Jiangfan', CHEN Minli**

(1. College of Life Science, Zhejiang Chinese Medical University, Hangzhou 310053, China.
2. Laboratory Animal Research Center/Comparative Medical Research Institute,
Zhejiang Chinese Medical University, Hangzhou 310053)

Corresponding author:; Chen Minli. E-mail; ¢mli991@ zecmu.edu.cn

[ Abstract] With the increasing global prevalence of metabolic syndrome, the prevalence of non-alcoholic fatty liver
disease (NAFLD) has also risen sharply. NAFLD is the most common chronic liver disease in the world and includes
simple steatosis and non-alcoholic fatty hepatitis ( NASH), advanced fibrosis, cirrhosis and hepatocellular carcinoma.
NASH is an important stage from simple steatosis to fibrosis, cirrhosis and liver cancer. Therefore, the prevention and
treatment of NASH has become an important research focus. Animal models are critical tools for studying the pathogenesis of
diseases, research and development of therapeutic drugs, and formulating prevention and treatment strategies. The animal
models that have been developed so far for NASH mainly simulate the pathological morphology and clinical characteristics of
human NASH. These models include dietary animal models, drug-induced animal models and genetically modified animal
models, and each model has its own advantages and disadvantages. In this paper, we review the research and applications
of NASH animal models for NASH research.
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