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Toxicity of systematic bisphenol A to mice kidney tissue
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Abstract: [Objective] The toxicity of intraperitoneal injection of bisphenol A (BPA) of different doses
to kidney tissue of mice was evaluated with the change of B-actin expression. [Method] BPA was resolved

-

in Jinlong plant oil. 20 mice were divided into 5 groups. One group injected with the plant oil was used as
control, The other groups were injected with different doses of BPA (0.1,0.5,1 or 2 mg/mlL per mice) at
intervals of 5 d for 3 times respectively. After the injection of BPA or oil for 5,10,15 and 20 d, the mice
were killed respectively. Then,each mouse kidney tissue was removed and fixed in polyformaldehyde. The
change of B-actin expression kidney tissue was observed by immunohistochemical staining. [Result] Com-
pared with control group, after treatment with BPA from 5 d to 15 d,B-actin expression showed no change
with the lower dose of BPA at 0.1 and 0.5 pg/mL. However,it was decreased significantly with the higher
dose of BPA at 1 and 2 mg/mL. After the treatment with BPA for 20 d, the g-actin expression in all of
groups treated with BPA was reduced greatly. [Conclusion) These results indicated that the number of -
actin-stained positive kidney cells was reduced by bisphenol A at a dose-dependent and time-dependent

manner,and thus the systematic bisphenol A showed the strong toxicity of mice kidney tissue.
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Table 1  Effects of BPA Expression of cell number of positive cells of B-actin in mice kidney
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