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[ Abstract ] Alzheimer disease (AD)is a neurodegenerative disease characterized by abnormal deposition
of amyloid B protein (A B ), abnormal phosphorylation of tau, and degeneration and necrosis of neurons
triggered by these. Studies have shown that hippocampal neurogenesis is closely related to AD. The treatment

of hippocampal neurogenesis for AD has become a meaningful and promising study. This article discusses the

research progress of the relationship between AD and hippocampal neurogenesis.
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PR T R 2 T 40 L (NSCs) 85 W05 1T H, &
I3 B R E IRER M 2 A A R . AR
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Mg B R BT B OO T30 T A ik 5T
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/N PR AR KO TR, X BEE5 L3RI, 5 ADAH
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