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INTRODUCTION Figure 4. Reduction of p-Tau in P301S Mouse Table 2. Summary of Voyager Anti-tau Abs -
Seeding Model by Murine Antibody Candidates Activity/Efficacy

The current hypothesis for the progression of tau pathology in Alzheimer’s disease (AD) is that neuron-to-neuron transmission of pathologic tau,
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Figure 6. All Top 11 Humanized Ab01 Variants Selectively Immunostain Tangles in AD Cortex
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Figure 2. Voyager Anti-tau Antibodies Target Various Epitopes Throughout Full-length Tau
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The 11 anti-tau Abs candidates, that were selected for in vivo efficacy studies, target diverse locations within full-length tau including 8 in mid-domain and 3 in C-terminus. All 11 hAb01 variants demonstrated specific binding to neuronal tau pathology (white arrows) with minimal staining of non-AD cortex. *HCO/LCO: mouse variable/human constant chimeric control.
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Table 1. Biophysical Properties of Voyager Anti-tau Antibodies
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