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[Abstract] Alzheimer’ s disease (AD) is a neurodegenerative disease with highly heterogeneous pathological and clinical manifesta-
tions, and it is the most common cause of dementia. This heterogeneity poses challenges for diagnosis, treatment, and evaluating novel
pharmacological efficacy. This review summarizes the latest progress in the major clinical subtypes of AD based on clinical manifesta-
tions, genetic, and pathological features. Early—onset and late—onset AD clinical subtypes may share the same symptoms but differ in
etiology, age of onset, mode of presentation, disease progression, and associated comorbidities. Typical and atypical AD differ signifi-
cantly in clinical manifestations, pathological features, and diagnostic criteria. Research on AD subtypes based on imaging and omics
data has also made considerable progress. This review also outlines the molecular pathological heterogeneity of AD. A deep understand-

ing of these heterogeneities is crucial for diagnosis, the formulation of pharmacological treatment strategies , and clinical management.
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