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Lithium chloride promotes proliferation of neural stem cells

by triggering the Wnt signaling pathway

ZHANG Jian,GU Yin, LUO Xue-sheng, et al
(Department of Geriatrics,Chinese PLLA 113rd Hospital.Ningbo 315040, China)

Abstract: Objective We investigated the effects of lithium chloride on the cell dynamic changes of NSCs and
the dynamic expression changes of B-catenin and Gsk-38 in the proliferation and differentiation process of NSCs
treated with lithium chloride. The aim was to evaluate the effect of lithium chloride on the proliferation and differ-
entiation process of NSCs by triggering the Wnt signaling pathway. Methods The cell dynamic changes of NSCs
treated with different concentration lithium chloride were examined using flow cytometry. The dynamic expression
changes of Wnt signaling molecules in the proliferation and differentiation process of NSCs treated with lithium
chloride was detected by Western blotting. Results It was observed that the NSCs treated with lithium chloride
(LiCD were usually floated and much dispersed in the media. This effect was much strong in the higher concentra-
tion group than that of the lower ones. It was detected that the proportion of GO/G1 phase NSCs declined gradually
accompanying the increased concentration of lithium chloride. In the meantime, the percentage of S as well as G2/
M phase cells showed an increasing trend ( P<C0.01). Western blotting results revealed p-catenin expression in-
creased gradually whereas Gsk-33 decreased gradually ( P<Z0.01). Conclusion This results indicated that the
effect of LiCl in promoting proliferation ability of NSCs and preventing them from differentiating was at least partly
by triggering the Wnt signaling pathway and activation of 3-catenin signaling molecules.
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