Toward conformational biomarkers in Alzheimer’s disease:
Discriminating A fibril polymorphs in human CSF
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Optimized AB1-42 SAA Enables Discrimination of Fibril Polymorphs in CSF PILOT STUDY — Application to Patient CSF
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PILOT STUDY - Stratification of AD individuals . . : L :
2) The assay stratified patient cohorts across the AD continuum and discriminated sporadic vs.
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Comparison of Sporadic and Genetic Cases 3) This opens the path to SAA-based patient stratification driven by amyloid conformational

polymorphs, suspected to influence clinical phenotype and therapeutic response.
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