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0.05), 7 VEGF+ &AL 45 4L 22 20 PC12 4 it 22 R AL 45 AL 22 24 h )5 XIAP mRNA & kKPR A 400 B LA (1=5.71, P
<0.05), VEGF 432 7T 4% IxBa & & £ B8R AL 5 32 24K, P65 B G AL, VEGF+RAL4E 2L 2 40 #) Caspase—3 7E P I
AMNAEL LA B3, 2 F R %t 5 & L (1=4.81,P<0.05) , 7o VEGF+ 5L 45 +BAY 11-7085 48 Caspase—3 & PL4%
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Vascular endothelial growth factor prevents the injury and apoptosis of PC12 cells induced by hypoxia through
activation of NF-kappaB signaling MO Shijing. Department of Critical Care Medicine, Zhejiang Provincial People’ s
Hospital , People’s Hospital of Hangzhou Medical College , Hangzhou 310014, China
[Abstract] Objective To investigate the effects of vascular endothelial growth factor (VEGF) on cobalt chloride
(CoCl,) —induced PC12 cells apoptosis and the underlying mechanisms. Methods The viability and apoptosis of PC12
cells were measured by MTT assay and Hoechst/Pl staining.The expression of XIAP and NF-kappaB signlaing proteins
was measured by reverse transcriptase polymerase chain reaction (RT-PCR)and Western blotting. Caspase—3 assasy kit
was used to detect the activity of Caspase—3.Results MTT showed that the cell viability of PC12 cells treated with 0.6
mmol/L or 0.8mmol/L. CoCl, was decreased, while VEGF treatment significantly blocked this (1=8.53,5.70, P<0.05).The
viability of cells with the treatment of VEGF combined with 0.6 mmol/L. CoCl, were higher than those of cells treated with
0.6 mmol /L. CoCl, (1=8.85,7.43, P<<0.05).RT-PCR and western blotting results showed that the expression of XIAP
mRNA of PC12 cells in VEGF group was repressed after dealing with 0.6 mmol/L CoCl, treatment (1=4.83, P<<0.05) ,
while the expression of XIAP mRNA of PC12 cells in the treatment group of VEGF combined with CoCl, was significantly
higher than that in the treatment group of CoCl,(1=5.71, P<<0.05).VEGF treatment could induce phosphorylation and
ubiquitination of IkBa as well as nuclear localization of P65.The activity of Caspase-3 in the treatment group of VEGF +
CoCl, was significantly higher than that in the treatment group of CoCl, (1=4.81,P<<0.05).The activity of Caspase—3 in
the treatment group of VEGF + CoCL, + BAY 11-7085 was significantly lower than that in the treatment group of VEGE +
CoCl, (¢=8.17, P<0.05). Hoechst / PI staining
demonstrated that VEGF significantly inhibited the
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VEGF.Conclusion VEGF treatment can inhibit the apoptosis of PC12 cells induced by CoCl,, the mechanism of which

may be related to the activation of NF-kappaB signal.
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VEGF &b B R] LUA 24 il S AL 8k 51 2 1Y Caspase—3
B & PRI, 5 SRS AL BRI AR HL , 2 R A G
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Ei+VEGF+BAY 11-7085 £H i) P FF: 20 ff 4 S AL+
VEGF 4B @3
3 itig

it 1 A v 24 AR B B 4 ik i A I B
PRPERESE R A 2E 55, 20 o5 G A i 1 70% , 2 R
T ik 21 2 ey A i s ok a3 ) 2 SR ek Dl A5 1k
G2 I A AR 0 DX P i A U e AR R U 2 2R
B AL, FEAEA AE R 7 B I ASRE TR FMARAE | A

WE R T A5 P 28 T R R SR IR A, H e 3 A ok
FE 0] 430 LUK S bk o e A A BEH I il 72 0
0% 213 J g 722 190 R0 A 3 Jok A A TR B A A ik 26 2

M YRFE R G 0 23000 00 o i 20 2 4 32 B 5 4
3 e R A 28 00 I o A0 L I A SRR A A A AR
PR B A e an e o L R4 L A PR 3 A
JCIT M, R SEIIE S A2 49 2 5 | ik ) R 3
Fny EB A L PRt PR AR Ak 2E 2 A i
AR R 2 DR 1B 52 A e I G A IR T R B
EHR.

VEGF J&&— 2 35-44kD 4 F 1 KN, 5 B PR 5T
PR SRR 1. T mRNA AR BY U] 05
A, 74 VEGF121/145/165/185/206 45 2 /0 5 ff 7
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A RAEPUIX —RUN . LA, Caspase—3 5 Hoechst/
PI e (045 3R W VEGF b #d /b 7 &AL A S 1Y
PCI2 AR T, MiaX — 0 T/ FH T BAY 11—
7085 BHWT , $27~ VEGF /-3 iy 4B A AR 474 -5 H 3
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