FRESF 2017 F 12 A% 46 £ % 36 5049

wE - BRHFR
Wnt3a B EEFREZHBATLE FEIARTHMEM

EFRMALE HO.F WM ALE.H F.REY
(X HFEWEEMT P SERSAE AF, 3 EM 441000)

doi:10. 3969/j. issn. 1671-8348. 2017. 36. 004

[(HE] B FiTE4 Wnta F G K R F FFMami (VSMCs) it 8 Fo 55 W 69 % vl A AR X ML4 . FiE RARBHRKX
R VSMCs, %3 54 Wnt3a 40 Fo 3 BB 20, i i3 Transwell 5o 4 M VSMCs 84 3 45 48 A , 20 J 3k i 26 W 52 35 46 ) VSMCs 45 I
RS g 86 7 . Western blot 4 VSMCs ¥ B-i% 32 %& & (B-catenin) . BF 82 1L B-catenin(Ser675) \ 4% & & & % B 33(GSK-3p) , #
BRAL GSK-3B(Serd) K& 7 B (ILKO M E G £ X KT, R WndaZlPd VSMCs £ H WK TR R & T BA(P<
0.05), LHarmatnik, Wnt3a 2 VSMCs 26 W T IR | 69 8 F Fo b 5 E AL 2 3538 m (P<<0.05), B Wnt3a 40 ¥ B8R AL B-cate-
nin(Ser675) Bk B L GSK-33(Serd) fe ILK & & ¢ £ KK -F 3 2 F LA (P<<0.05 ., £5it Wnt3a T Xi@id ILK ¥ VSMCs it
AT N

[£483R] Wnt FQMEIN, FF, & MILES; MmN ;&G R L AR KRR L

[hEZESES] R346 [Xmk#RiZAG] A [xEHS] 1671-8348(2017)36-5049-03

Wnt3a regulates migration and adhesion of vascular smooth muscular cells via integrin-linked kinase”
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[Abstract] Objective To investigate the effects and related mechanism of recombinant Wnt3a protein on vascular smooth
muscle cells(VSMCs) migration and adhesion. Methods Primary rat VSMCs were cultured. The experiment was divided into the
Wnt3a group and control group. The VSMC migration ability was detected by Transwell experiment. And the ability of VSMC ad-
hesion to extracelluar matrix was detected by the celluar matrix adhesion assay. The protein expression levels of B-catenin, phos-
phor-B-catenin (Ser675) , GSK-38, phosphor-GSK-33(Ser9) and integrin-linked kinase(ILK) in VSMCs were detected by Western
blot and analyzed. Results The number of VSMCs migration in the Wnt3a group was significantly higher than that in the control
group (P<C0. 05). Compared with the control group, the number of VSMCs adhesion to collagen | and the optical density value in the

Wnt3a group were significantly increased (P<C0. 05),and the protein expression levels of f-catenin, Ser675, GSK-38, Ser9 and ILK in the

Wnt3a group were significantly up-regulated (P<0. 05). Conclusion Wnt3a can regulate VSMCs migration and adhesion by 1LK.
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