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into plaques (APPE693Q X PS1ΔE9), are no more cognitively impaired
than the oligomer-only AD-like mice [14].

Accumulation of neurotoxic aluminum (Al) in AD brain
Although distributed environmentally abundant, aluminum is never

essential for life, but is recognized as cell-toxic, especially as
neurotoxic. Al inhibits thousands of biologically important functions
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expression in a neuronal model of β-amyloid toxicity. Cell Biol Toxicol 26:
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