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Fig. 8. Convergent and enabling pathways for calcium involvement in the early pathogenesis of Alzheimer’s disease (AD).
Extracellular calcium entry through the plasma membrane or intracellular release from endoplasmic reticulum (ER) stores
have the ability to induce or facilitate many of the principal features of late-stage AD. And many of these same features
can potentiate further calcium release, supporting a feed-forward pathological cycle. Calcium signaling dysregulations may
be present long before the onset of measurable symptoms, slowly accumulating cellular insults over one’s lifetime, until
the cell’s compensatory mechanisms are overwhelmed and the pathological cascade predominates.
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