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Microglia mediate neuroinflammation in AD, but their relationship with tau pathology remains unclear. We used
chronic CSF1R inhibition to deplete microglia in APP+PS1 mice with timed delivery of hP301L tau (APP+PS1™Y) to
test whether microglia are required for development of tau pathology in the presence of established amyloidosis.

METHODS

1) Chronic CSF1R inhibition modestly reduces
hippocampal pTau and cortical plaque burden

2) Chronic inhibition partially rescues

the APP+PS1™Y behavioral phenotype
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3) Chronic CSF1R inhibition depletes Tmem119+ homeostatic microglia and Clec7a+ disease-

associated microglia (DAM) more robustly than cells labeled by broader myeloid markers 4) Depletion-resistant Mac-2+/

Iba1- cells near plaques may
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