P BERER A4 (A SRR )
ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science)

EIHEFE 12

-1664 - 2013 4F 12 A

Wnt5a/DvI2/Racl {5 518 iR iE#E MDA-MB-231 A\ FLIREMERITRE

RTA BMEMEL,A—M L

(BB HARZRE TTI8 M 22530032 R ERF AR BI2E R VT FAt 210029)

[ E] HE:HE Wnisa (5 5B MDA-MB-231 AZLIME AR A AFHLH] . Fik S T R SCE R MDA-
MB-231 A LIRS 240 M RS T A BL il - AIFSE WntSa/Dv12/Racl {5 S @B % MDA-MB-231 A FLIRE 40 T3 a0, G5R .
R IAM Racl ATE#E MDA-MB-231 AFLIRE A0 ATRS , THE Racl AU AT B FEAREERS  Racl T6MEZ WntSa/DvI2 (55
TR, B8 WntSa/DvI2/Racl {5 5l B AT 5 MDA-MB-231 A FLIR A0 AT % , b A T A e B 2L i A M e 3% 402
FIREHLRIBLHE TR R,

[347] Wnt5a;Racl; MDA-MB-231 AFLIS 4000 ; T 7%
[FEHES] R7379 [EftRERTD] A
doi;10.7655/NYDXBNS20131204

[XEHS] 1007-4368(2013)12-1664-05

Whnt5a/Dvl2/Rac1 signaling pathway regulates migration of MDA-MB-231 human breast
cancer cells

Zhang Wanqiu', Tian Yinhui?,Zhu Yichao?,Shen Tian®*

('Taizhou Polytechnic College , Taizhou 225300;’Department of Physiology , NJMU , Nanjing 210029, China)

[Abstract]
regulated through Wnt5a signaling pathway. Methods: The migration of MDA-MB-231 human breast cancer cells was detected using

Objective: To investigate the underlying mechanisms whereby MDA-MB-231 human breast cancer cell migration is

wound healing assay,and then the migratory ratio of MDA-MB-231 human breast cancer cells blocking the Racl expression was
measured using siRNA. Results: The activated Racl promoted the migration of MDA-MB-231 human breast cancer cells. Blocking of
Wnt5a/Dv]2 signaling pathway was capable of retarding the Racl activation. Conclusion: We demonstrated that MDA-MB-231 human
breast cancer cell migration is regulated by WntSa/Dvl2/Racl signaling pathway. These findings could provide evidences for
designing novel therapy based on inhibition of breast carcinoma metastasis.
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Figure 1  Activation of DvI2 and Racl induced by rWntSa in MDA-MB-231 human breast cancer cells
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Figure 2 MDA-MB-231 human breast cell migration significantly inhibited by Racl siRNA
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