Inflammatory Stress Contributes to Tau Pathology in the PS19 Mouse Model of Alzheimer’s Disease
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Introduction P-Tau (ATB)

and Total Human Tau (HT7) Astr

Alzheimer’s disease (AD) is a complex neurodegenerative disease

that causes behavioral deficits and pathophysiological hallmarks,
including, tau and amyloid-p dysfunction and accumulation,
neuroinflammation and subsequent synaptic loss and neuronal
death. Neuroinflammation contributes to tau neurofibrillary tangle
(NFT) formation (1). Microglia phagocytose debris and astrocytes
form the blood brain barrier (2). The type, severity, and duration of
inflammation contribute to neurodegeneration (3). The goal of this
study is to determine the relationship and function between

peripheral chronic inflammatory stress and behavioral and
pathological hallmarks of AD—tau accumulation and immune
system activation. We hypothesize that inflammatory stress
increases pathological tau burden and contributes to the pro-
inflammatory state characteristic of AD.

Methods

This study used PS19 mice—harboring a microtubule associated
protein tau (MAPT) mutation (P301S). Non-Tg (C3H and C57BL/6)

littermate counterparts were used as controls.

Mice received intraperitoneal injections (I.P.) of either infection
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ODN2395, LPS) or mammalian ringers (control). Injections were (total human tau) €. PSTY Ringers, and D. PST9 LF C. Non-Tg Ringers, and D. Non-Tg I.F.
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