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Key Message Results

A. Plasma APOE4 recapitulates APOE €4 carrier status and gene
dose

APOE4 proteotyping captures genotype-level risk and
becomes most useful when embedded in a multiplex AD
plasma biomarker panel.

B. Multiplex proteotyping improves amyloid-risk assessment
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Its main value appears to be genotype-level risk capture, not
fine-grained risk stratification within established carriers

A multiplex plasma panel provides more amyloid-risk
Information than genotype alone.
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Differential abundance supports molecular links between APOE4

carrier status and AD-relevant plasma markers, including
tau/GFAP-related signals.
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