Ml X EZ2HR(OEF M)
J Sichuan Univ (Med Sci Edi)

VEGF 3 X RIE S BMAMIEE AT K
ERESIDIIEERE N

2016; 47(1):33 — 38

Nl = g 1 > h 2 1

woEL TRYSE OB ERKSH AR RIR

LI AT BE B A BHBE R GRS 61004105 2. TN AR D BE B O R ERY A 90057 16 R 40505 A 610041)
5. WIACE S URBEBE P9 AMFE GIRA 610041 5 4. MIACR S WTBE B Ko Roh GRS 610041)

EEY BaY Wit W K A4 K HF (vascular endothelial growth factor, VEGE) %} & B & 988 40 itd (INS-
DR T RS FE WL AR E N F B, Ak HARERRE (0.40.80.160 ng/mL) VEGF X} K il INS-
1 40 A AT AL 38, R A CCK-8 a7 &k I INS-1 40 Mg 35 5% . FH Annexin V K 846 P9 g (P RS 38 570 A6 0 40 At 4 7~ 5
INS-1 4 il 22 VEGF &b 395 fobm o 75 45 08 0 0 J0 5 38 0 Wh 52 3%, ELISA W U Bk 5 3, 950 & PCR F AR KM
B 8 43 W ik R P AR DG B P 365K, Western blot # Il VEGF X Insulin 25 (A RAME M, £ R ARIEE VEGF 3t
INS-1 4 AT 24 h48 h.72 b FL2H M3 1Y TG W) 2 (P>>0. 05) . {H 24 VEGF # &4 80 ng/mL Fl 160 ng/
mL X 40 8 T E A R (P<<0. 01, WMPIRE T 2 VEGF ¥ R 40 ng/mL i, VEGF Xt 5 % 19 2 2
HIHAVEM . AFWE VEGF /EH T INS-1 40 i f5 . i 56 IR 28 52 /& JE 5] (sulfonylurea receptor, Sur) | A [ % it ¥
B T E B A (inwardly rectifying potassium channel 6.2, Kir6. 2) ) Zi55i VEGF ¥ B & B TGP H %
H I B L [N (glucokinase , GCK) B 32 35 o B A IS TH & » 75 25 W 55 18 35 1 35 ) 2 (glucose transporter 2., Glut2) ik 2
FeFt w5 AR Tnsulin 85 A RIA B HE VEGE B8 & 2 W PR . 851 VEGF 76 & BHIR S T % 4i Bl
P TR 5 2 4 AT AR . MR R VEGE ZERH I P g E IR T4 &K .

(@AY NS N EARE T A HARO8 S BB MR E

Effects of VEGF on Proliferation, Apoptosis and Insulin Secretion in Rat Pancreatic Islet Cells DENG Hao', DING
Zhenwryu® , WANG Chun®, LI Shuang-qing'®, HE He"', LIANG Li-bo'. 1. Department o f General Practice , West
China Hospital , Sichuan University, Chengdu 610041, China; 2. Division of Thoracic Cancer, Cancer Center ,
State Key Laboratory of Biotherapy, West China Hospital . Sichuan University, Chengdu 610041, China; 3.
Department of Endocrinology and Metabolism , West China Hospital, Sichuan University, Chengdu 610041,
China; 4. Department of Laboratory Medicine, West China Hospital , Sichuan University, Chengdu 610041,
China
/\ Corresponding author, E-mail: lsqhxjk@126. com

[ Abstract]) Objective To investigate the effect of vascular endothelial growth factor ( VEGF) on
proliferation, apoptosis, insulin secretion and related gene expression in rat pancreatic islet cell (INS-1). Methods
INS-1 cells were treated with different concentrations of VEGF. CCK-8 kit was used to detect the proliferation of
INS-1 cells and the cell apoptosis were evaluated by using AnnexinV and propidium iodide (PI) double staining kit.
INS-1 cells were treated with VEGF and the standard glucose stimulated insulin secretion test with ELISA was
conducted. The expression of related genes in pancreatic islets was detected by real-time quantitative PCR. The
effect of VEGF on isulin protein expression was evaluated with Western blot. Results No significant changes (P>
0.05) in INS-1 cells were observed after treated with different concentrations of VEGF at 24 h, 48 h and 72 h. But
when VEGF concentration were 80 ng/mL and 160 ng/mL, an inhibitory effect on cell apoptosis were noticed (P<C
0.01). The addition of VEGF to the high-glucose media significantly reduced the release of insulin at the
concentration of 40 ng/mL. A decreasing trends of the expression level of sulfonylurea receptor gene (Sur),
inwardly rectifying potassium channel gene 6. 2 (Kir6. 2) as well as the release of insulin were noticed as the
increasing of VEGF concentrations. The expression of glucokinase gene (GCK) first decreased and then increased,
but the expression of glucose transporter gene 2 (Glut 2) were increased first and then decreased. Conclusion
VEGF inhibited the secretion of insulin from INS-1 cells in the high-glucose condition. Our study provides new clues
to the function of VEGF on the glucose metabolism.
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Fig 1 Cell viability as determined by MTT assay
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Fig 4 Relative expression genes involved in GSIS pathway
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