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INTRODUCTION

Tau protein Is essential for maintaining synaptic integrity under physiological conditions but undergoes pathological changes In
Alzheimer’s disease (AD) that lead to synaptic dysfunction and degeneration. Even though neurofibrillary tangles are a hallmark of AD,
there Is growing evidence suggesting that soluble oligomeric forms of tau are the primary mediators of toxicity and disease propagation.

Since tau pathology Is believed to spread through synaptically connected networks, we investigated whether oligomeric tau drives
seeding act|V|ty In sporadic Alzheimer’s disease (SAD), autosomal dominant Alzheimer’s disease (ADAD), Down syndrome (DS), DS with
Alzheimer’s disease (DSAD), and control, and whether oligomer-driven seeding is a shared mechanism across AD etiologies.
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