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[Abstract] Alzheimer disease (AD) is the most common type of cognitive impairment, but its current diagnostic
methods have limitations. Increasing studies have shown that the erythrocytes are abnormal in AD patients at different
stages. Therefore, this article reviews the changes of erythrocytes and their relationships with disease stage, clinical
symptoms, and biomarkers of AD and red blood cell — targeted therapies. Studies have indicated that AD patients have
significant changes in the quantity, morphology, and physical characteristics of erythrocytes, which are related to cognitive
level, AD biomarkers, and brain structural changes. These changes can predict AD risk, identify AD occurrence, and
evaluate disease severity. Dietary supplementation by targeting erythrocytes may prevent AD occurrence and improve the
cognitive function of patients. This review presents the progress of erythrocyte changes in the diagnosis and treatment of
AD, aiming to bring new perspectives to the early diagnosis and treatment of AD.
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