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NEURODEGENERATION VS AGEING

Ageing is the most common risk factor for Alzheimer’'s disease and most other neurodegenerative disorders. Neurodegenerative disorders and natural healthy ageing show gradual
deterioration in memory, cognition as well as changes in circadian rhythm. Therefore, studying features that separate the neurodegenerative phenotypes from biological ageing will
allow deeper understanding of the disease pathophysiology and its potential treatments. Here, we establish a novel method to investigate complex patterns of spontaneous behaviour
to identify hallmarks of neurodegeneration, allowing its discrimination from natural healthy ageing.
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UNBIASED ANALYSES OF 58 BEHAVIORAL PARAMETERS
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FIGURE 3. Unbiased analyses of 58 behaviour parameters FIGURE 4. Unbiased analyses of 58 behaviour parameters
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The different analysed parameters of home-cage behaviour are highly sensitive among the neurodegenerative diseases tested, even before the emergence of classical disease
pathophysiology, and are clearly distinguishable from normal ageing. Our approach allows us to distinguish between different disease-carrying mutants, compound induced disease
models, and naturally aging mice. Thus, this method allows for characterisation of behavioral neurodegeneration hallmarks, representing a key approach for testing novel potential
treatments by providing a platform to verify the treatment efficacy in freely moving animals.
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