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Research Progress on the Mechanism of Vitamin D Reducing (3 -amyloid
Deposition and Inhibiting Tau Phosphorylation in Patients with
Alzheimer’s Disease
ZHAO Zhengqiqi, LIU Jia (Yanjing Medical College, Capital Medical University, Beijing 101300, China)

Abstract: Alzheimer’s disease (AD) is a fatal neurodegenerative disorder, typically characterized by progressive memory
impairment, diminished self-care abilities, and other associated symptoms. Recent studies have demonstrated the potential of
Vitamin D (VD) in effectively mitigating amyloid 3 -protein deposition and Tau protein hyperphosphorylation in the brains
of AD patients, leading to significant improvements in memory decline. In this study, the authors elucidate the mechanisms

underlying the therapeutic effects of Vitamin D in Alzheimer’s disease (AD), focusing on its impact on A 3 deposition and Tau

phosphorylation. Additionally, potential therapeutic targets for AD patients are proposed based on these findings.
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