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Genetic medicine in Alzheimer’s disease:
recent progress and future vision
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DIAD: dominantly inherited Alzheimer’s disease; OMIM: online Mendelian inheritance of man
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DIAN-TU: dominantly inherited Alzheimer’s network-trial unit, API-ADAD: Alzheimer’s Prevention Initiative-autosomal
dominant Alzheimer’s disease, REBRAnD: Repurposing bromocriptine for A metabolism in Alzheimer's disease, CDR: clinical
dementia rating, SIB: severe impairment battery, NPI: neuropsychiatric inventory
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ARIA-E: amyloid-related imaging abnormality-edema, ARIA-H: amyloid-related imaging abnormality-hemorrhage
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