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dawley rats by high-sucrose-fat diet
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Abstract: Objectives To establish a model of metabolic associated fatty liver disease (MAFLD) in Sprague-Dawley rats. Methods
30 5-week-old male Sprague-Dawley rats in the model group were fed with high-sucrose-fat diet for 20 weeks, another 30 rats in the
control group were fed with normal diet. The following indicators were evaluated: 3 biochemical indexes in the serum and liver
homogenate, organ weight and ratio, histopathological changes of the liver. Results Compared with the control group, the rats in
model group showed significant increase in the level of total cholesterol (TC), triglyceride (TG), low density lipoprotein chesterol
(LDL-C) and high density lipoprotein chesterol (HDL-C) in serum or liver homogenate. Also, the organ weight and ratio of liver in
model group were increased significantly. Moreover, severe hepatocyte steatosis and multifocal granulomatous inflammation were
observed in the livers of model group. Conclusions An appropriate rat model of MAFLD was successfully established by fed with
high-sucrose-fat diet for 20 weeks. Severe hepatocyte steatosis and multifocal granulomatous inflammation were observed in the
livers of model group and no fibrosis were found.
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%1 Mm% TC.TG.HDL-C.LDL-C {J& & (x+s)
Table 1 Content of TC, TG, HDL-C and LDL-C in serum(;:l:s)

20 n/ A TC/(mmol-L™") TG/(mmol-L ") HDL-C/(mmol-L™")  LDL-C/(mmol-L ")
Xt HE 30 1.89+0.46 1.68+0.83 0.55+0.11 0.35+0.15
il 29 2.85+1.02" 0.83+0.28" 0.45+0.15™ 0.69+0.34"

XA 7 P<0.01

P <0.01 vs control group

£2 FAETC.TGEE (xts)
Table 2 Content of TC and TG in homogenized liver (x=s)

2H 5] n/ R TC/(mmol-L™ ") TG/(mmol-L ™)
pagie] 30 0.93+0.14 2.54+0.44
it 29 3.10+0.34" 3.69+0.63"

SR B P<<0.01
P <0.01 vs control group
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Table 3 Bady weight, liver organ weight and ratio( x=s)

Hul wiH Rifis/g  EESEe HIEREU%
X 30 632+54 14.7442.05 2.33+0.22
iR 29 706459 30.03+4.56"  4.23+0.49”

502 e P<<0.01
P <0.01 vs control group
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A Liver of a control rat (HE staining, x200); B: Liver of a model

rat with vacuolar degeneration (HE staining, x200); C: Liver of a

model rat with granulomatous inflammation (HE staining, x400); D:
Liver of a model rat with monocyte infiltration (HE staining, x200) ;
E: Oil Red-O staining was negative in liver of a normal rat (x200); F:

Oil Red-O staining was strongly positive in liver of a model rat (x200)
1 KERFFEHNREZNER

Fig. 1 Histopathological appearance of rat livers
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Table 4 Histopathological characteristics of different MAFLD models
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