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CONCLUSIONS

e Common Alzheimer's comorbidities are associated with major pathologies that can exacerbate AD-
dementia and increase burden on patients, caregivers, and the system.

e Biomarker signature panels offer more details than individual measurements about specific patterns
of pathological manifestations and progression of disease.

e Longitudinal data is needed in order to confirm disease progression mechanisms, especially for
cardiovascular disease.

e Signature panels are especially advantageous in precision medicine because they permit for a more
holistic patient evaluation and therefore a more personalized treatment plan.
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Abbreviations: AD — Alzheimer’s disease; MCI — Mild Cognitive Impairment
*Cardiovascular disease — patient has one or more of the following: Atrial
fibrillation, angina, history of angioplasty and/or bypass surgery, congestive heart
failure, history of myocardial infarction, pacemaker, and/or valves.
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