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KEY TAKE HOME:

APOE4 progressively disrupts the structural and functional integrity of AON pyramidal neurons through age- and sex-dependent alterations in dendritic morphology, intrinsic excitability, and synaptic excitation-
Inhibition balance. The convergence of these deficits in aged females provides a potential cellular basis for the increased susceptibility of female APOE4 carriers to Alzheimer's disease.
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