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BACKGROUND Sex-Specific Mechanisms Underlying Alzheimer’s Disease Vulnerability __
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Alzheimer's disease (AD) is the leading cause of dementia worldwide, iR, T Esec IR0 ]

characterized by progressive cognitive decline, extracellular amyloid-p plaque
deposition, and intracellular neurofibrillary tangles composed of A
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Women account for approximately two-thirds of AD cases and exhibit greater
lifetime risk than men. Sex-specific genetic, hormonal, metabolic, and
neuroimmune mechanisms contribute significantly to this disparity.
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Women carrying APOE £4 may be particularly vulnerable to Alzheimer’s disease
because genetic susceptibility and menopause-associated loss of estrogen converge
on neuroinflammatory pathways that accelerate amyloid and tau pathology.
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Take-Home

Message "Sex is not merely a demographic variable in Alzheimer's disease; it is a fundamental biological determinant influencing disease risk, pathology, progression, and therapeutic response.”
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