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Effects of subacute exposure to lead on activities of antioxidases in mice
I Gexin  JIN Yaping ZHAO Ming, [IU Xuamrjun, CHEN Atli, XU Zhao-fa
(School of Public Health, China Medical University, Shenyang 110001,  China)
Abstract Experimental mice were administered with lead acetate in distilled water by dunking daily at the concentrations of
0 03%. 0 06%, 009% and O 12%, respectively, for four weeks. Four weeks later; the mice were killed and activities of superox-
ide dismutase (SOD) and glutathione peroxidase (GSH-Px) inblood kidney and testis were detemmined. Results showed that lead lev-
els and activities of SOD in blood testis and GSH-Px in blood, kidney and testis in the experimental mice increaseds which associated
with concentrations of lead in drinking water; as compared with these in controls. Butb the activities of GSH-Px in blood and kidney de-
creased in the group received the highest dose of lead, as compared with the group received lower dose of lead indicating that changes in
activities of SOD and GSH-Px depend on the doses of lead adninistered in subacute lead poisoning.
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A study on the mechanism of central nervous system toxicity caused by nickel in mice
SUN Ying-biao, ZHU Yurzhen
(School of Public Health, Larzhou Medical College, Lanzhou 730000, China)

Abstract Nickel sufate at varied doses of 0. 2 mg kg 0 4mg/ kg and 0. 8mg/ kg, respectively, was injected intracerebrally for
mice. The cewbral synaptosome was prepared. Activity of Ca® -ATPase the contents of calmodulin ( CaM ), malondialdehyde
(MDA), GSH and activity of SOD in the brain were measured with enzyme and biochemical analysis. Results showed that activities of
Ca® -ATPase and SOD in the cerebral synaptosome were inhibited significantly, its contents of CaM and GSH decreased and its content of
MDA increased in the mice treated with nickel sulfate, indicating nickel sulfate could cause imbalance of stable state of calcium and enr
hancement of lipid pewxidation in nerve cells leading to brain damage.
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