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Figure 3. Multi Cycle Kinetic approach (left panel) is suitable for monomers, but not for ABOs, because regeneration might cause alteration or
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concentrations of the analyte (antibody of interest) over the ligand (ABO) without dissociation or regeneration between each sample species was calculated as Ky, for monomer binding divided by K, for oligomer binding. Siemers. et al.. ) Prev Alzheimers Dis. 12(4):100083. 6. Lambert, ot al..  Neurachem 2001: 70 (3):595-605
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