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0.05), and application of LY294002 resulted in obvious inhibition of the effect of Epo.

Conclusion

Epo can inhibit AR,sss-induced tau phosphorylation via PI3K/Akt signaling pathway, and this finding

provides an important theoretical basis for studying the pathogenesis and management of AD.
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Fig.1 ARausss-induced tau phosphorylation in SH-SYSY cells
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phosphorylation in SH-SYS5Y cells
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