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Alzheimer’s disease (AD) is characterized by early synaptic dysfunction S“' 113- o ] " Table 1. Demographic and clinical characteristics of cohort participants.
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cerebrospinal fluid (CSF) biomarkers across neurodegenerative 124 1o 120 -
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use. Blood-based biomarkers offer a scalable alternative, although Ho o AD © WA C o oHe Ho  AD Sex (F) (n, %) 98 (63.6) 75 (55.1) >0.93 v' SNAP-25 and NPTXR track pTau217
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platform, enable plasma detection of CNS-related proteins?, but their Wl P O ADoEN v .
utility for assessing synaptic pathology in AD remains to be established. % . gm MCI 104 (67.5) NULISA enables scalable, minimally
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(Fig. 1, panel B).
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The study included 290 subjects, namely 154 CSF biologically confirmed el et
AD patients and 136 controls (HC), who underwent plasma assessment
using the NULISA central nervous system (CNS) panel. In a subset of 48
AD patients and 38 HC, the NULISA CNS panel was additionally
measured in CSF to evaluate plasma-CSF concordance. From the full
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comorbidity burden, and renal function. In the AD subgroup with paired Plasma SNAP-25 and NPTXR show significant, stage-dependent
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