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Expression of PPAR-Gamma in Nonalcoholic Fatty Liver Disease in Rats
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ABSTRACT Objective: To investigate the expression of PPAR-gamma in nonalcoholic fatty liver disease (NAFLD) rats induced by
high-fat feeding, and to investigate the possible mechanism of NAFLD. Methods: Thirty male SD rats were divided into two groups:
Group A (normal group), fifteen rats were fed with normal diet; Group B  (fatty group), fifteen rats were fed with high fat diet; 8 weeks
later, two rats randomly selected from each group were sacrificed. Histological pathology showed that the NAFLD was established. All
rats were sacrificed four weeks later. Serum was preserved for biochemical assay. Liver tissue were detected under light microscopy after
HE staining. Expression of PPAR-y protein and mRNA in hepatic cell were detected by immunohistochemistry. Results: 1. NAFLD
model can be successfully replicated by high-fat diet 2.Compared with that in the control group, serum level of HDL-C, LDL-C, TC, TG,
Glu of model group increased significantly P <0.05 ;3. The expression of PPAR-y in the fatty group was higher than that in the normal
group. Conclusions: 1. NAFLD model can be replicated successfully by high-fat diet 2. PPAR-gamma play the aliphaticcompound effect
in the NAFLD rats.
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Fig.1 The gross of the two group:A :Normal Group; B Fatty Group 2 HE
Fig.2 The microscopic characteristics of the two group (HE)

1
Table 1 NAS distribution of the two group

Group N Fatty Degeneration Ballooning Degeneration Phlogosis of hepatic lobule Fibrosis
Normal Group 13 0 1 2 3 0 1 2 0 1 2 3 0 1 2 3 4
Fatty Group 12 13 0 0 0 13 0 0 13 0 0 0 13 0 0 0 0
0 0 0 12 0 5 7 0 4 5 3 12 0 0 0 0
2 xt s

Table 2 NAS of the two group(x s)

Group n Fatty Degeneration Ballooning Degeneration Phlogosis of hepatic lobul Fibrosis
Normal Group 13 0.00+ 0.00 0.00 0.00 0.00 0.00 0.00 0.00
Fatty Group 12 3.00% 0.00% 1.58+ 0.514 1.91% 0.794 0.00+ 0.00
AP<0.01

Note: compared with the normal group AP<<0.01
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Fig.3 The expression of PPAR-y of the two group
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Table 3 Biochemical indexes of serum between the two group x* s

Group Glu TC TG HDL-C LDL-C
Normal Group(n=13) 5.44+ 0.85 0.98+ 0.12 0.60+ 0.07 1.02+ 0.10 0.37+ 0.36
Fatty Group(n=12) 9.75+ 1.554 2.00+ 0.294 1.34+ 0.08% 0.76+ 0.05 1.40+ 0.24%
AP<0.05
Note: compared with the normal group/AP<<0.05
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