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EZRY, MEXSCRABEMBOBBZUHARRKER NRRELARWAPHERT . BIR
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The Changes in Selenium Levels of Blood and Tissues
of Selenosis in Milk Goats

Li Guogin Wang Jianhua Cao Guangrong Li Shaojun
(Department of Veterinary Science, Northwestern Agricultural University, Yangling, shaanzi, 712100)

Abstract Three groups of adult milk goats were orally administrated with different
doses of sodium selenite weekly for seven weeks. The dynamic changes in the blood se-
lenium and the distributional states of the tissue selenium were determined. The diag-
nostic values of changes in selenium concentration were discussed. The results showed
that the boold selenium concentrations were in the positive correlation with the total
amount of selenium administrated: the limits of the blood selenium levels were corre-
spondingly 0. 4. 0. 6 and 1. 6 pg + mL™! at the pathoformic, poisoning and lethal phases.
The order of selenium concentrations of the tissues was liver, kidneys, lungs, spleen
myocardium and brain in the intoxicated goats. In the control of goats, the order was
kidneys, liver, spleen . lungs. brain and myocardium. The changes in the selenium con-
centrations of the blood and tissues can be used as the dignostic standard of selenium
poisoning in the milk goats.
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