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Background: Alzheimer’s disease (AD) is a neurodegenerative disorder characterized by progressive decline in memory, cognition, and daily functioning. Access to cerebrospinal fluid and amyloid PET
Imaging remain limited in many low- and middle-income settings. The AT(N) framework defines AD biologically using three core biomarker categories: amyloid- (A), tau (T), and neurodegeneration (N). Blood-based
biomarkers such as plasma p217, AB42/40 ratio, GFAP and sNfL are being actively investigated for their association with neurodegenerative disease-related biological processes. Existing evidence from
non-Indian cohorts suggests these biomarkers may show associations with amyloid PET measures and cognitive parameters, yet data from Indian populations remain sparse.
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