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No difference in numbers of neurons
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Synaptic basis of neurocognitive failure

Synaptophysin immunoreactivity

Cholinergic plasticity



Principal Component Analysis(PCA) of CA3
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Basis of neurocognitive preservation

A broad molecular profile (>20,000 genes) indicates distinctive changes (PC1 on bottom axis and PC2 on
Horizontal axia) in the memory system network in Aged impaired (blue dots) and Aged unimpaired (red dots),
both separating from young (black dots).
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Adapted from Birnbaum, S. G. et al. Physiol. Rev. 
84: 803-833 2004

Data illustrate a change in aged unimpaired gene expression
for a functional unit that could boost information storage
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Neurocognitive preservation is ‘robust aging’
compensatory, adaptive AND protective
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