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Figure 1: Synaptic Cleft (Horizontal)
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o Early AD Hallmark: Synaptic dysfunction is an early,
__ central characteristic of Alzheimer's disease
! e Unique LBD Signatures: Lewy Body Disease showed
most etiology-specific synaptic peptide profile among

non-AD pathologies examined
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o Pathology-Agnostic Therapeutics: These highly
“1 conserved, pathology-agnostic synaptic pathways
highlight promising broad-spectrum therapeutic targets
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Figure 4: Incremental variance in global cognition explained by neuronal pentraxin. Findings indicate that a Figure 5: Intersection of nominally significant synaptic peptides (p < 0.05) across outcomes. Rush University Medical Center.
small subset of NPTX isoforms (NPTX2_4, NPTX2_5, NPTX1_3, and NPTX2_6) provides non-redundant
information about cognitive performance beyond standard neuropathological measures.
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