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Abstract; [Objective] To investigate the fibroblast growth factor 21 (FGF21) expression in liver tissue and serum from different
stage of mice nonalcoholic fatty liver disease (NALFD) and its correlation with SREBP. [Method ]C57BL/6 mice were fed with chow
diet and high fat diet (HFD) for I, 9, and 18 weeks. Expressions of FGF21 and SREBP in liver tissue of mice were detected by
western blot and real time RT-PCR. Serum FGF21 was examined using ELISA. The correlation of FGEF21 and SREBP was statistically
analyzed. [Result] The liver of mice exhibited typical appearance of fatty liver after 9 weeks of HFD. A large amount of fat granules
accumulation was found in hepatocytes from mice fed with HFD for 18 weeks. Compared with mice fed with chow diet, FGF21 mRNA
level in liver tissue from mice fed with HFD began dramatically higher on 9th and 18th week of HFD (both P < 0.05), with positive
correlation to the duration of HFD (r = 0.952, P =0.000) and the SREBP mRNA level (r = 0.725, P = 0.000). On the other hand,
FGF21 protein expression in liver tissue from mice fed with HFD statistically decreased on 9th and 18th week of HFD compared with
mice of chow diet (both P < 0.05). Opposite changes were found in the expression of SREBP protein. Furthermore, compared with
mice of chow diet, serum FGF21 of HFD mice wasobviously higher on 9th and 18th week of HFD (both P < 0.05), with positive
correlation to the duration of HFD (r = 0.944,P = 0.000) and the FGF21 mRNA level of liver tissue (r = 0.910, P = 0.000), and
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negative correlation to the protein expression of FGF21 in liver tissue (r = —=0.704, P = 0.000). [Conclusion] In the course of mice

NAFLD, FGF21 mRNA level of liver tissue increased, protein expression decreased, and serum level became higher, accompanying

by the elevation of SREBP in liver. That suggests a high secretion of FGF21 would appear with a high level of transcription and

synthesis of FGF21 in liver under HFD, which is closely correlated with hepatic steatosis.
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A . Livers from mice fed with chow diet for 9 weeks and HFD for 9 weeks and 18 weeks. B: HE stain of liver tissue from mice fed with chow diet and

HFD for 18 weeks (x100). C-D: FGF21 and SREBP mRNA level of liver tissue from mice fed with chow diet and HFD for 1, 9, 18 weeks

respectively. HFD: high fat diet. Values are mean + SE, n =8, 1 test, 1)P < 0.05 vs chew diet group.
1 NRAFERRES R K FGF21 1 SREBP mRNA 7K
Fig.1 Pathological features and FGF21 and SREBP mRNA levels of mice liver
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from mice fed with chow diet and HFD for 1, 9, 18 weeks respectively.
HFED: high fat diet. Values are mean = SE, n =8, ¢ test, 1)P < 0.05
vs chew diet group.
B2 /NRAFELHK FGF21 #1 SREBP & A &K%
Fig.2 Protein expression of FGF21 and SREBP in liver

tissue of mice

Serum FGF21 level of mice fed with chow diet and HFD for 1, 9,
18 weeks respectively. HFD; high fat diet. Values are mean + SE, n=
8, ttest, 1)P<0.05 vs chew diet group.
B3 /MRMFER FGF21 kF
Fig.3 Serum FGF21 level of mice
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