Exercise May Prevent the Development of Alzheimer's by Modulating
Biomarkers in Rat Hippocampal Tissue
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Expected Final Results

' Alzheimer’s Disease (AD)

* Progressive neurodegenerative disorder A)
« Main symptoms: Memory & executive function impairments
« Several leading hypotheses of Alzheimer’s Disease development: (1) AB Hypothesis, (2) Oligomer Hypothesis, (3) Presenilin

Hypothesis, (4) Tau Hypothesis [5]
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Located deep within the medial

temporal lobe (B) Critical for long-term
memory consolidation, supporting the
storage, organization, and expression
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« Widely studied in AD research; exercise
preserves hippocampal volume [3]
« Required for spatial learning in rodents and
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* Number of cases are expected to double by 2060 [1] divided between an exercise and control group (B) Hippocampal tissue is upregulating mBDNF expression
* While somewhat effective in managing symptoms, current treatments lack the ability to completely reverse memory-impairing extracted and prepared for analysis
damage: 1) Cholinesterase inhibitors, (2) NMDA receptor antagonists, (3) Immunotherapy-based medications [6, 11, 10]
* Accessible lifestyle-based preventative strategies must be further established, such as exercise A)
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 ProBDNF: Promotes neuronal apoptosis (cell death); levels -
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