UFMB TAU PROTEIN IN ANIMAL NEURODEGENERATIVE DISEASES “ﬁ“

Universitat

FACULTAT DE

de Barcelons Dog and cat as spontaneous animal models

Laura Vidal Palencia / Faculty of Veterinary Medicine / Final degree project, June 2020
TAU PROTEIN

INTRODUCTION It Is @ microtubule-associated protein (MAP) in neurons and glial cells.

Rodents are the most used animal models to study Tauopathies, Binds tubulin and promotes and stabilizes microtubules:

. . « Maintains axonal transport and neuronal integrity.
but these neurodegenerative diseases do not occur . .. . . .
. . . « Supports differentiation, polarization, and processes involving cytoskeleton.
spontaneously In laboratory mice and rats. Nevertheless, It

appears to affect other mammalian species.
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TAUOPATHIES

Group of heterogeneous neurodegenerative diseases characterized by the deposition of filamentous accumulations of hyperphosphorylated Tau.
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Figure 2. Diagram of Tau pathology Modified from Barron et al. (2017).
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v Neuropathological changes (cortical atrophy, BA plaques...).
* Hyperphosphorylated Tau in neurons and glial cells of hippocampus,
entorhinal cortex and cerebral cortex.
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Cat 15 93% 5 (3R + 4R) Substantial Yes
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