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Effects of Occupational Fluoride Exposure on Body Lipid Peroxidation and Inter-
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Abstract In order to understand the effects of occupational exposure to fluoride on the body
lipid peroxidation in workers and the therapeutic effects of “ Kang=Fu-Ling” (KFL), workers exposed
to fluoride were selected and classified into three groups, i. e., fluorosis group, exposure one and con—
trols, and their blood and urine specimens were collected before and after administration of KFL for
measuring levels of lipid peroxide( LPO), reduced glutathione (G SH) , and activities of glutathione perox -
idase (GSH-Px) and superoxide dismutase ( SOD) in blood and levels of fluoride and borax tetrafluoride
( BE;y ) in urine. Results showed that urine fluoride level and blood LPO level were significantly high er
influorosis and exposure groups than those in controls before administration of KFL. There was no sig—
nificant difference in urine BF: level and activities of GSH-Px and SOD betw een fluorosis and exposure
groups and controls before administration of KFL. And, urine BF; level and activities of GSH-Px and
SOD increased more significantly in fluorosis and exposure groups than those in controls after adminis—
tration of KFL, but little change in urine BF: and blood LPO, between before and after administration
of KFL, could be found. It indicated that fluoride could strengthen the body lipid peroxidation and fluo—
rine could be eliminated by KFL in a form of BF, . And , when fluorine burden in the body decreased,
activities of GSH-Px and SOD antioxidase increased as compensation. KFL had certain effects in inter—
vening the body damage caused by fluoride
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