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Conformational epitopes exposed on misfolded toxic forms of
amyloid-beta, tau and alpha-synuclein directly contribute to their
seeding activity
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Conformational surface epitopes on misfolded, pathogenic proteins mediate seeding activity and represent unique targets for therapeutic antibodies

Antibodies raised against conformational epitopes of misfolded A-syn, tau
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SPR binding response measured 30s into the dissociation phase

Conformational peptide epitopes of misfolded A-syn, tau and AB possess
seeding activity and promote aggregation of monomers (ThT assay)
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AP — Acceleration of aggregation
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ThT fluorescence measured every 30 min by excitation at 440 nm and emission at 486 nm



