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1 BPA ND HFD HE x 200

A:ND  ;B:10 nmol/L BPA + ND ;C:100 nmol /L BPA+ND ; D:1 000 nmol/L BPA + ND ;E: HFD ;F:10 nmol/L BPA + HFD
G: 100 nmol/L BPA + HFD  ; H:1 000 nmol/L BPA + HFD  ;1:8 ;2:12

-
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2 BPA ND HFD TNF-« THC x 200
A:ND ;B:10 nmol/L BPA + ND ; C:100 nmol/L BPA +ND ;D:1 000 nmol/L BPA +ND ;E:HFD ;F:10 nmol/L BPA + HFD ;G:
100 nmol/L BPA + HFD  ; H:1 000 nmol/L BPA + HFD ;1:8 ;2:12
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100 nmol/L BPA + HFD  ; H:1 000 nmol/L BPA + HFD ;1:8 ;2:12
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Effect of bisphenol A on liver injury

and GSK3 expression in mice with high fat diet
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School of Public Health Anhui Medical University Hefei 230032)

Abstract Objective To explore the effects of bisphenol A( BPA) exposure on liver injury and glycogen synthase
kinase 3( GSK3) expression in high fat dietfed mice. Methods Four-week-old male C57BL/6 mice were fed with
normal diet( ND) and high fat diet( HFD) and divided into solvent control group 10 nmol/L BPA 100 nmol/L
BPA and 1 000 nmol/L BPA groups. The mice were exposed to BPA by drinking water. Eight weeks and 12 weeks
after administered the mice were killed. The liver of the mice was taken and the pathological changes of the liver
were observed by H&E staining. The expression of interleukind 3( IL4 8) and tumor necrosis factor-o( TNF-&) in
the liver was detected by immunohistochemistry( IHC) . The expression of GSK3a GSK3a-521 GSK3p GSK3B-
S9 protein in the liver was detected by Western blot. Results Compared with ND-fed mice infiltration of inflam—
matory cells and TNF-« IL-4 3 expression at the same time point were increased significantly in liver tissue of
HFD-fed mice. In the mice fed with ND or HFD the histopathological changes of liver and the increased expres—
sion of TNF-« and IL- B in liver were dose-dependent on BPA exposure. Those of 12 weeks were more significantly
than those of 8 weeks. Compared with ND-fed mice at the same time point the expression of GSK33-89 and
GSK3a-S21 in liver were significantly decreased in mice fed with HFD( P <0.05) . In the mice fed with ND or
HFD the decreased expression of GSK33-59 in the liver were dose-dependent on BPA exposure( P <0. 05) . Con—
clusion Exposure to BPA can cause inflammatory injury in the liver of mice and has a synergistic effect with
HFD and decreased expressions of GSK3B-59 may play an important role in it by up-regulating the expression of
inflammatory factors.
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