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[ Abstract] Objective: To investigate the expressions of P-glycoprotein ( G-pg) and nuclear factor kB
(NF-kB) in the liver of chronic fluorosis rats, and to reveal the mechanisms of damaged liver resulted
from the toxicity of the fluoride. Methods: The SD rats were randomly divided into three groups: con-
trol group, small dose fluoride exposure group and large dose fluoride exposure group. Three groups
were fed with tap water, 10 mg/L fluoride and 50 mg/L fluoride respectively for six months. Dental
fluorosis degrees and urinary fluorine contents, and conditions of rats’ livers were observed. The pro-
tein and mRNA expression levels of P-gp and NF-kB in livers were detected by Western blotting and
quantitative real time PCR method. Results: Six months later, dental fluorosis degrees and urinary flu-
orine contents of small dose group and large dose group were remarkably higher than control group,
differences were statistically significant (P <0.05) ; protein expression levels of P-gp and NF-kB in
both fluoride exposure groups were significantly higher than those of control group, differences were
statistically significant (P <0.05) ; NF-kB mRNA expression levels of both fluoride exposure groups
were higher than those of control group, differences were statistically significant (P <0.05). Conclu-

sions: The increased expressions of P-gp and NF-kB in the liver of rat are induced by chronic fluoro-
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sis, which is possible to correlate with the mechanism of liver damages triggered by fluoride poisoning.
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Protein expression levels of P-gp and NF-kB in rat liver
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