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Effect of lead exposure during pregnancy and lactation on trace element level,
SOD activity and apoptosis in brain of baby-rats
LU Xiao-bo, CAI Yuan JIN Yaping AN Li, LI Berli
(School of Public Health, China Medical University, Shemyang 110001,  China)

Abstract Objective To study the mechanism of neurotoxic effect of lead exposure durng pregnancy and lactation on baby-rat.
Method The female rats were administrated with lead from pregnancy to 7th day after delivery, measuring the Pb concentration in blood
and Pb, Cu, Zn concentrations in brain of the baby-rats by atomic absomption spectrophotometry, the [PO level and SOD activity in brain
were also measured. In addition mearwhile, the number of apoptotic cells at hippocampus and nearby cortex were also detected by in
situ labeling method (TUNEL). Result The results showed that the levels of blood lead and brain lead were increased, the brain Cu
concentration seemed to present some decrease trend with the rise of lead level  and there were increase of 1PO level and decrease of SOD
activity in brains of the baby rats as well;, meanwhile the apoptotic cell number also showed some increase in the hippocampus and its
nearhy cortex especially in the high dosage group. Conclusion The toxicity of lead on neuron development might related to the change of
trace element concentration, reduction of antioxidation ability and increasing apoptosis in brain.
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