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Yizhi Congming Decoction attenuates learning and memory deficits through
reducing tau hyperphosphorylation in A-induced AD mice
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WANG Ya-bin®,  QIN Wen-yan',

ABSTRACT: AIM To study the effects of Yizhi Congming Decoction ( Ginseng Radix et Rhizoma , Poria, Poly-
goni multiflori Radix praeparata, etc. ) on learning and memory deficits through reducing tau hyperphosphorylation
in AB-induced AD mice and its mechanism of action. METHODS  Sixty ICR mice were randomly and equally as-
signed into six groups. Sham group (injection of 3 L normal saline into left hippocampus) , model group, done-
pezil group and each group of Yizhi Congming Decoction (injection of 3 L AB,s 5 into left hippocampus). Done-
pezil group and three treatment groups were gavaged with donepezil and Yizhi Congming Decoction. After 15 days of
administration, immunohistochemistry was used to observe the expressions of Serd04 and Thi231. Western blot was
performed to evaluate the levels of phosphatidylinositol-3-kinase ( PI3K ), threonine/serine protein kinase
B (AKT) and glycogen synthase kinase 33 ( GSK3B). RESULTS Yizhi Congming Decoction attenuated the
levels of phosphorylated tau at the Thr231 and Ser404 sites in the hippocampus and increased the phosphorylation
levels of PI3K, AKT and GSK33. CONCLUSION

against learning and memory deficits and inhibits hyperphosphorylated tau protein expression in the hippocampus.

Yizhi Congming Decoction effectively provides protection

The possible mechanism may occur via the PI3K/ Akt-dependent GSK3 signalling pathway.
KEY WORDS: Yizhi Congming Decoction; Alzheimer’s disease; tau; PI3K; AKT; GSK3p
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Fig.1 Effects of Yizhi Congming Decoction on protein
expressions of Thr231 and Ser404 in the mice

with Alzheimer’s disease
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