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ABSTRACT Objective: To investigate the effect of lead exposure on neurotoxicity, and to identify the mechanism of lead exposure
on neurotoxicity and clear protection effect of selenium supplementary. Methods: Establish the lead exposure and selenium
supplementary animal model by lactation lead exposure and supplementary with selenium. The damage caused by the lead on the
hippocampal neurons were detected by in situ TUNEL assay. The activity of apoptosis-related proteins was detected by Western blot; The
protective effect of selenium supplementary in lead neurotoxicity was also confirmed. Results: 1. Lactating lead exposure could induce
hippocampal neuronal apoptosis; 2. Lead exposure could alter the expression of apoptosis-related proteins such as Bax, Bcl-2 and
Caspase-3. 3. Selenium supplementary could alleviate lead neurotoxicity. Conclusion: 1. Lead exposure could induce hippocampal
neuronal injury and this injury may trigger by apoptosis pathway; 2. Selenium supplementary may resist lead induced apoptosis thereby
protect neurons from lead neurotoxicity.
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Fig.1 The effect of lactating lead exposure on SD rat pups hippocampal

neuronal apoptosis
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Fig.2 The effect of lactating lead exposure and Se supplementary on SD rat pups hippocampal apoptosis-related proteins expression. * vs Con P <0.05. #

vs Pb P <0.05
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Fig.3 The effect of lactating lead exposure and Se supplementary on SD rat pups hippocampal caspase-3 activity. * vs Con P < 0.05. # vs Pb P <0.05
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Fig.4 The effect of lactating lead exposure and Se supplementary on SD rat pups hippocampal neuronal apoptosis
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