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ABSTRACT Objective To observe the expressions of chemokine CXC motif receptord
(CXCR4), B-catenin and glycogen synthesis kinase 33 ( GSK-3B) of the Wnt pathway after ilexonin A
(IA) intervened bone mesenchymal stem cells (BMSCs) in vitro, and to elucidate molecular mechanism
of IA for enhancing in vitro migration ability of BMSCs. Methods By using whole bone marrow adherent
method, isolation, cultivation, purification, and identification of rat BMSCs in vitro were performed. BM-
SCs were divided into the blank control group, Wnt3a group, IA group, IA + Wnt3a group, IA + Dkk1
group, Dkk1 group. After intervened by activator Wnt3a and inhibitor Dkk1, the expression relations a-
mong B-catenin, GSK-33, and CXCR4 were observed by Western blot. Results Compared with the con-
trol group, expressions of CXCR4 and B-catenin protein were significantly increased in Wnt3a group and
IA group (P <0.05), GSK-3B protein expression was significantly attenuated in Dkk1 group (P <0.05)
CXCR4 and B-catenin pretein expressions were significantly attenuated in Dkk1 group (P <0.05). Com-
pared with Wnt3a group and IA group respectively, expression of CXCR4 was significantly increased in
IA +Wnt3a group (P <0.05), GSK-3B protein expression was significantly attenuated (P <0.05). Com-
pared with Dkk1 group, expressions of CXCR4 and B-catenin were significantly increased, GSK-3B pro-
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tein expression was significantly attenuated (P <0.05) in IA + Dkk1 group (P <0.05). Compared with IA

group, expression of B-catenin was significantly attenuated, and GSK-33 protein expression was signifi-

cantly enhanced (P <0.05) in IA +Dkk1 group (P <0.05). Conclusion

IA might up-regulate the expres-

sion of CXCR4, which might be related with activating Wnt/B-catenin signaling pathway of BMSCs and pla-

ying its role in promoting migration.

KEYWORDS bone marrow mesenchymal stem cell; llexonin A; chemokine CXC motif receptor4;

Whnt/B-catenin; glycogen synthesis kinase 3
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