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[Abstract] High-fat diets are often used to induce models with nutritional abnormalities and stimulate human
diseases, which are used to explore the mechanism of disease development and widely used in clinical
hypothesis study. In order to provide theoretical and practical basis for researchers in this field, recent
advances on animal models of metabolic diseases induced by high-fat diets were reviewed, and the mechanisms
underlying disease development and the respective roles of nutrient components of the diets were also

discussed.
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Table1 High-fat diet induced hyperlipidemia animal models
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Table 2 High-fat diet induced ather osclerosis animal models

s M WIGRMARJTE fg SRR / ITERY 7S M7 ZH R
cs7BL/ M 6 Juli 14~16 BNk RER 30.0% nf nffl§. 5.0% JH[EEE. 2.0% H [11]
63 /ML MRN. 30.0% AT 5.0% 44 % .

4.0% 4K IREL 4.0% 15 ) BT
YRRl 6.5% HEHEF. 6.5% Mk, 6.5%
W% B, 0.5% S AL IH B

Wistar I 200 9 R0 FEAK, Il 10.0% #5iH 5.0% JEHE. 3.5% JJH [ [12]
KE W TC. TG Al TE. 0.5% HFEREN . 0.29% A FEBR 4%

LDL-C Jh¥, BE. 80.8% HLfil bl
Ifi.37%5 HDL-C P&

i, F3kAN
JEA5 1
Wistar 1 200 9 1% TC. LDL-C 0.15% fH[# . 21.00% %, 78.85%  [13]
PN Tk, i SRR

HDL-C B,
F Bk L]

W BEE
Wistar i3 150~180 4 M TC. CRP. 10.0% #. 10.0% ¥k . 8.0% 4 [14]
N IL-1. MCP-1 JIEGHD . 5.0% Bt 3.0% fIH[Hl

Tl BiAE 0.5% JHPRHN . 63.5% Fefiti il

EEE L
W TCHRUHFERE, TGIR=BtH W, LDL-C L% ENea CIHER:, HDL-C ¥5m% BN A HFERE, CRPH: C K
M, IL-1fREdMN% -1, MCP-1 5 Z 4l itk & 1 -1,

% 3 EiEARMIFESHENY 2 BB RFIEE
Table 3 High-fat diet inducesd type 2 diabetes animal models
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Table4 High-fat diet induced insulin resistance animal models
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Table5 High-fat diet induced obesity animal models
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Table 6 High-fat diet induced non-alcohalic fatty liver disease animal models
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