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ey Hed, i AR A 10mMB-H- b B 5k 44 ( beta-glycerophosphate , B-GP) # % s & & 4K, VSMCs @& B #4548,
VA 10pM K& & 7T F R B-GP #3489 > & VSMCs, 2 i Western blotting 47 i #- Runt 48 % 2% 3 B -F 2 ( Run re-
lated transcription factor 2, Runx2 ) , ‘& %% & % & -2 (bone morphology protein-2, BMP-2) vA & #% #% 3 B F-Kappa B
(nuclear factor kappaB,NF-«kB) p65 #9 % ik | #8125 8 B (alkaline phosphatase , ALP) X577 &4 ALP &M 3 £ 40
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Effect of vinpocetine on the osteoblastic differentiation
of mouse vascular smooth muscle cells

MA Yunyun' ,LIANG Qiuhua® ,ZHANG Zhengjun® ,MENG Qiang® ,LI Dong® ,SUN Lin*
(! Jining Medical University , Jining 272067 ;> The Affiliated Hospital of Jining Medical University , Jining 272029 , China)

Abstract: Objective To investigate the effect of vinpocetine on the osteoblastic differentiation of mouse
vascular smooth muscle cells (VSMCs). Methods 10mM of beta-glycerophosphate (B-GP) was used to in-
duce osteoblastic differentiation of mouse VSMCs. 10nM of vinpocetine was treated on the B-GP-stimulated
VSMCs. The protein expression of Run related transcription factor 2 ( Runx2),bone morphology protein-2
(BMP-2) and nuclear factor kappaB ( NF-kB) p65 subunit were determined by Western Blot. Alkaline phos-
phatase (ALP) assay kit was used to determine the ALP activity. The formation of mineralized nodules was
determined by Alizarin Red S staining. Results 1) B-GP significantly increased ALP activity and the expres-
sion of Runx2 and BMP-2 which promoted the formation of mineralized nodules. 2) Vinpocetine significantly
decreased ALP activity and the expression of Runx2 and BMP-2, which attenuated the formation of mineral-
ized nodule. 3) Vinpocetine significantly inhibited the translocation of NF-kB p65 into the nucleus. Conclusion

Vinpocetine may exert its inhibitory effect on osteoblastic differentiation of VSMCs via NF-kB signaling
pathway.
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KB IR B A0 42 A TE S FLAR R, 22 (X R
2 ESABAL Tl 2 FXT IR 45T DMEM 584
WifR B3R 5L 4025 T 10mM B-GP iR, T4
TERSALAISERE 25T 10 pM KFEETT T3, H¥
7d JE A FH AN MR B S A0 3 A R ) SR
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