Proteomic ageing associated with neuronal and
cognitive health in individuals without a diagnosis
of Alzheimer's disease
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BACKGROUND

Disruption of proteostasis driving AP
and tau pathologies may show early
signs in blood proteomes .

Proteomic ageing clocks summarize
proteomes into biological ageing or
morbidity risk estimates 2,

These can detect systemic and organ-
specific protein changes in blood
related to disease .,

Objectives

e Evaluate the extend to which
proteomic and epigenetic ageing
clocks capture variation in
Alzheimer's-related phenotypes
before clinical manifestation.

e Investigate how common dementia
risk factors impact ageing clock-
outcome associations.
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