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The Study on Brain Impairment from Exposure to Fluoride
and the Intervention of Selenium

ZHANG Zi-Gui
(College Of Chemistry and Life Science, Zhe jiang Normal University, Jinhua 321004, China )

Abstract: Fluoride is a trace element which human body need, but it can arouse injure on bone System if one who

have taken in too much. Epidemiology and results of animals experiment show that it can lead to impairment of

central nervous system when exposure to high doses of fluoride occurs for prolonged period of time, then hazard to

in learning and memory of animals and the intelligence quotient of children. The free-radical theory may be an

important factor in connection with the mechanism of the brain dysfunction due to chronic fluorosis. Selenium(Se)

is an essential trace element, results of animals experiment provide evidence that proper concentration of Se might

antagonize brain impairment caused by fluoride toxicity, its mechanism may be based on the biological function of
antioxidant capacity of Se.
Key words: fluorisis, learning and memory, selenium, intervention.





