REYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.4 FEB.2014 . 617 -

DOI: 10.13241/j.cnki.pmb.2014.04.004

NS Rel il w5 S 1 Lo A8UE M P B
HAR -5 57 i *
ZRY EZRAS E & X #' wFF' AKE' He®H
(LD BB 137 7 110016, S PABE KT RBE B R % 7100323 15 PBE2K3% 115 78 110016)

BE HEY: FFRAL TR DS FEBRY R L Rel 6 B4 K S5 408 £/ T 498 (marrow-derived mesenchymal stem
cells, MSCs ) 4~k e % 1 B A K B, 5tk — F IR L HAAF A 5 88555 B F la(Hypoxia-inducible factor, HIF-1) #9548 % 1, J5
5 R B5EE 5, 9% B M 7 2% (enzyme linked immunosorbent assay, ELISA )MLA 4a JiL 3% 7c i o 64 fn 8 ) % 4 % B F (vascular en-
dothelial growth factor, VEGF ) ¥A & % & #7 it 3% (western blot) LR e e P 5 A5 S R FH A F G T, FR.OQd@dsBmasA
AeF Rel LML LI, DIFFTE AR A KA FHO2LERAZNEARAE LT, WE 1 DHBEARZF Rl 4324
ABPCE T A B A s A K BT ik R Ay Qi —F R I R IAS L Rel 4269 R AL AR T e i 4 HIF-1a
A 1B B3, HIF-108 A KA 8] 4 90 2 &AL, 8518 A 23 Rl AR (L8t B 8819 LR T he 4k VEGF ey 24k, ot
A A I HIF-1a X —d A2 P RAEXGAER , AW RASLF Rel AlR Py 25 RS T TR0 2 kiR,

RGBT : B AN AR T i A2 Rgl; 8L ASF BT los B AR AKET

HESHES:Q95-3,R285.5,R541 EkHRIRFL:A XEHS:1673-6273(2014)04-617-04

Ginsenoside-Rgl Promote VEGF Production Via

Hypoxia-inducible Factor-1o.*
PENG Cheng-fei', WANG Yan-chur’, WANG Jie’, DENG Jie', TIAN Xiao-xiang', YAN Cheng-hui', HAN Ya-ling"
(1 Department of Cardiology, General Hospital of Shenyang Millitary Region of PLA, Shenyang, Liaoning, 110016, China ;
2 Xijing Hospital, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China;
3 Liaoning Traditional Chinese Medicine University, Shenyang, Liaoning, 110016, China)

ABSTRACT Objective: To investigate the promotive effects of Ginsenoside-Rgl on the marrow-derived mesenchymal stem cells
producing VEGF via HIF-1a. Methods: Mononuclear cells derived from rat bone marrow were isolated by density-gradient centrifugation
and were cultured on fibronectin-coated plates, supplied with bovine pituitary extract. After Ginsenoside-Rglacting on the marrow-deriv-
ed mesenchymal stem cells, we compared the production of VEGF by ELISA, the protein expression of HIF-1a in different groups by
western blot. Results: @ the production of VEGF had significantly increased with Ginsenoside-Rgl. @ Rgl induced a robust
accumulation of HIF-1a protein in MSCs under normoxic conditions, which was clearly detectable after 1 h. In contrast, Rgl did not
change levels of HIF-1B protein. Conclusion: HIF-1a had crucially effects on the marrow-derived mesenchymal stem cells for VEGF
production and it provides important theoretical basis for future ginsenoside Rgl widely used in clinical.
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Fig.1 Effect of stimuli on MSCs production of VEGF. Result are meas*
SE. The group of Ginsenoside-Rg1 was compared with the group of
control. *# P<0.05 N=3
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Fig.2 Rgl regulates HIF-1a protein. MSCs were treated with Rg1(150 nM) for 0, 0.25, 0.5, 1 and 2 h. Cell lysates (50 pg) were subjected to

immunoblotting with antibody against HIF-1« and HIF-18 . B-actin was used as a loading control. The signal intensities were determined by densitometry.

Data are shown as meant SD of three independent experiments. *P<0.05, difference with untreated control
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