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BACKGROUND

* Alzheimer’s disease (AD) is characterized by selective
vulnerability of specific neurons.

* Prior snRNA-seq (>1.61M nuclei) revealed shared
transcriptional changes in excitatory neurons.

e BEX1-positive excitatory neuron subpopulation
(NRGN+BEX1) as consistently vulnerable in both
neocortical (superior temporal gyrus, STG) and
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METHODS

A. Raw data
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Table 1. Demographic characteristics across neuropathologic groups (STG and CA1 cohorts).
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Quantification of BEX1-positive excitatory
neurons (BEX1:CAMKII) shows a
significant reduction in AD variants relative
to controls.
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