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Progress in drug research for Alzheimer’s disease and application of cellular

metabolomics

CAO Xiuyu!!, JIN Mengying'?, SHEN Shugqi'?, WANG Hui'?, HONG Zhanying'?(1. School of Pharmacy, Naval Medical
University, Shanghai 200433, China; 2. Shanghai Key Laboratory for Pharmaceutical Metabolite Research, Shanghai 200433,
China)

[Abstract] Alzheimer’s disease (AD) is a typical neurodegenerative disorder, and its pathogenic mechanism remains to be
fully elucidated. Currently, there are limited drugs available for the clinical treatment of AD, and many of these drugs are associated
with numerous adverse effects. Traditional Chinese medicine (TCM), featuring multi-component and multi-target properties,
possesses unique advantages and potential in the prevention and treatment of AD. AD cell models enable in-depth investigations
into the pathogenesis of AD and the mechanisms underlying drug-based prevention and treatment. Cell metabolomics studies
changes in intracellular metabolites to accurately capture dynamic variations in metabolite types, contents, and metabolic pathways
of cells under different physiological states; this approach holds promise for revealing the complex regulatory mechanisms of
cellular metabolic networks, identifying AD-specific biomarkers, and providing support for research on the mechanisms of AD. This
article reviews the drugs used for AD prevention and treatment, as well as recent progress in the application of cellular
metabolomics in AD research, aiming to provide a reference for studies on AD mechanisms, clinical diagnosis and treatment, and
drug development.
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