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Amyloid plaques do not always lead to clinical Alzheimer’s disease (AD), and understanding the factors behind this discordance is essential for improving risk prediction and guiding personalized prevention
strategies. The emergence of blood-based biomarkers has revolutionized the ability to detect AD pathology in a scalable and accessible manner. Among these, p-tau217 has distinguished itself as one of the most
sensitive and specific markers for AD pathology. Identifying demographic and health characteristics that contribute to these differences in resilience and vulnerability is important for clarifying why the clinical
presentation of AD varies across the population.
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(elevated p-tau217) without manifesting clinical symptoms,
reflecting protective effects of reserve and lower comorbidity

burden.
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