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Abstract
with severe dyslipidemia , impaired liver function,and an inflammatory response.[ Method ] SPF male C57BL/6] mice (7-8 week-old) were se-
lected and divided into normal and model groups by random number method , with 20 mice in each group.Mice in model group was fed with high

[ Objective ] A method of non-alcoholic fatty liver disease in mice caused by a high-fat, high-sugar diet was established , specifically

fat and high glucose enteral nutrition,, mice in the normal group was fed with PBS.Mice were freely fed with the basal diet and water during this
period.Three mice were killed at 10,12,14 and 16 weeks respectively to determine whether NAFLD lipid change was achieved. All mice were
killed after 16 weeks for routine lipid 4 tests and liver function tests.The appearance of the liver was observed,and the contents of TG and TC
in the liver were measured.Furthermore,liver,spleen,and abdominal fat were taken for HE staining.IL-6 and TNF-« levels in the serum were
determined.[ Result] The liver coefficient, TG and TC contents in the model group gradually increased with the increase of the gastric irrigation
time ,and the corresponding indices in the normal group did not change significantly. When the gastric irrigation time reached 12 weeks, TC con-
tent in the liver of the model group was significantly higher than that in normal group.At 14-week-age,the contents of TG and TC in the model
group were significantly increased compared with the normal group.The results of HE staining revealed that the liver cells in the model group
were disordered and intrahepatic cells are severely fat.The levels of inflammatory factors and liver function in the blood were significantly higher
than those in the normal group.These indicated that the intragastric high-fat and high-sugar enteral nutrition solution was administered for 16
weeks.The liver lipids in the model group became severe,and the hepatocytes were damaged with obvious inflammatory lesions. [ Conclusion ]
The establishment of NAFLD mouse model was easy to operate,and the indicators tested were stable , highly reproducible,and closer to stimu-
late the natural occurrence of the disease in humans.The research results provided a reliable animal model for the in-depth study of the patho-
genesis of NAFLD , related prevention and treatment measures and the screening of therapeutic drugs.
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Fig.1 The body weight changes of mice during the experiment and the organ coefficient at the end of the experiment
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Fig.3 HE staining results of mouse liver,spleen and fat
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Table 1 The contents of TNF-o and IL-6 in the blood at the end of the

experiment ng/L
2451 Group TNF-a 1L.-6
TEH# 4 Normal group 71.29+3.37 24.18+2.19
HETIZH Model group 135.32+7.34" 108.24+8.38"

= FoR HIEWH 2R B3 (P<0.05)
Note: * indicated significant difference with the normal group (P<0.05)
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Table 2 The blood lipids and liver function levels in mice at the 16" week after intragastric administration

2051 TC TG HDL-c¢ LDL-c ALT AST
Group mmol/L mmol/L mmol/L mmol/L u/L U/L
1E# 41 Normal group 2.50+0.21 6.70+0.32 1.05+0.09 0.29+0.03 13.40+0.65 38.40+2.10
#i#IZH Model group 5.70£0.42" " 11.80+0.56" " 0.93+0.11 0.43£0.02" 23.50+1.90" " 56.20+6.90"

T * FORGIERAEZERRE (P<0.05), * * FoRHIEW AR E (P<0.01)
Note: # indicated significant difference with the normal group(P<0.05), * * indicated extremely significant difference with the normal group(P<0.01)
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