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memory impairment. The main clinical manifestations are memory loss, language impairment, emotional and behavioral

abnormalities. Kaixin Powder (JF/0r#{, KXP) is derived from Valuable Prescriptions for Emergency. Studies have confirmed that

KSP contains polygala saponins, ginsenosides, poria triterpenoids and polysaccharides, a- and f-asarone, etc., can regulate

inflammation-related signaling pathways such as mitogen-activated protein kinases/nuclear factor-xB, phosphatidylinositol

3-kinase/protein kinase B/glycogen synthasekinase-3p and Kelch-like ECH-associated protein 1/nuclear factor E2 related factor

2/manganese superoxide dismutase, as well as anti-oxidative stress, inhibit tau protein hyperphosphorylation, inhibit neuronal

apoptosis, and modulate the cholinergic system. KSP has great potential in the clinical prevention and treatment of AD. This article

reviews the pathogenesis of AD, the pharmacodynamic material basis of KSP in the treatment of AD and the related mechanism,

laying the foundation for the new drug research and clinical application of the classic famous prescription KSP.

Key words: Kaixin Powder; Alzheimer’s disease; pharmacodynamic material basis; mitogen-activated protein kinases/nuclear

factor-kB; inflammation; oxidative stress; polygala saponins; ginsenosides; poria triterpenoids; a-asarone
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Fig. 1 Pathogenesis of AD
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Table 1 Medical records of Kaixin Powder in treatment of AD in past dynasties
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Fig. 2 Mechanism of Kaixin Powder in treatment of AD by

regulating inflammation-related pathways
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3.3 HIF tau AT EBER (L
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Fig. 3 Mechanism of Kaixin Powder in treatment of AD
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R f Fedloe, P pmAE. RS, 6k
W = 55 22 2 IR A i 4 5 5 i PR 24 28O 45 4 1) B
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