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Molecular mechanism of zinc—induced neurotoxicity: involvement of
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Zinc (Zn) is neurotoxic and causes neurodegeneration following transient global ischemia
and plays a crucial role in the pathogenesis of vascular-type dementia. We investigated the
molecular mechanisms of Zn-induced neurotoxicity in vitro. The analysis of upregulated
genes during Zn-induced neuronal death revealed that the significance of ER stress. These
new results indicate that the disruption of Ca2* homeostasis and ER stress in the molecular
mechanism of Zn-induced neurotoxicity, and are useful for the search for protective

substances for vasucular dementia.
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