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M. s % (DOAEER GO S BAEEE. NEMRKSEHRNM, 28 ExEE, 3HMEFETHE, 4AET
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The changing trends of expression of VEGF and angiogenesis in ischemic myocardium

SHE Qiang, et al
(Department of Cardiology, the Second College of Clinical Medicine, Chongqing Medical University)

[ Abstract ¥ Objective :

myocardium of rats in various periods. Methods: 30 male infarcted rats were divided into 24h group, 1w group,

To investigate the changes of expression of VEGF and angiogenesis in ischemic

2w group, 3w group and 4w group. The myocardial samples from all groups were taken for detecting the numbers
of endothelial cell (EC), capillary density (CD), and expression of VEGFmRNA and protein. Reswits : (1) ECs and
CD increased at 1 week after AMI, and peaked at 2 weeks after AMI, while gradually decreased at 3 weeks after
AMI, decreased at 4weeks after AMI to the same level with that at 1 week after AMI. (2) Expression of
VEGFmRNA in ischemic myocardium increased at 24 hours after AMI, peaked at 1 week after AMI, gradually
decreased at 2 weeks after AMI, and little expression was found at 4 weeks after AMI. Expression of VEGF
protein increased at 1 week after AMI, peaked at 2 weeks after AMI, gradually decreased at 3 weeks after AMI,
decreased at 4 weeks to the same level with that at 1 weeks after AMI. Conclusion: CD, expression of VEGF
increased in ischemic myocardium of infarcted rats, and the changing trend of these two variables is comparable.
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125 SEitZEatr

FRAESIESA X5 For, SARIKRRAFTEMT, B
HE LB RA R, ARSI IITESPSSIRi: EBEAT.
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AMLw 6 31.3 £ 8.3% 949.37 + 69.33*

* 51— 4H HU P<0.05, ** 5 R4 8 P<0.01
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F2 LCAUEERFM.OANS VEGFm RNA,
EARBTE (Xz5)

a5 — VE'GF prote'in VE'GFmRN‘A

(optical density) (optical density)
Sham 6 0.094 +0.01 0.125 £ 0.01

AMIa 6 0.096 + 0.01 0.368 +0.02**
AMIw 6 0.162 +0.02** 0.806 + 0.03**

AMl,w 6 0.265 +0.01** 0.652 + 0.03*

AMIw 6 0.208 +0.02** 0.354 + 0.02*
AMLw 6 0.154 £ 0.01** 0.126 £ 0.01**

* SH— A P<0.05, ** SHI—2H & P<0.01
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123456789

1116bp
883bp
692bp—
501bp~”

E3 VEGF mRNATERMCALPHFRIE
lanel: Marker, lane2: GAPDH, lane3: AMI24h, lane4: AMI 1w,
lane5: AMI2w, lane6: AMI3w, lane7: AMI4w,

lane8: sham,lane9: negative cont
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YWREERN, BIERAEEFEOCISHIEONZ
FHHITR. 2LRENRFEEERFIRFEILT
BYUINEF AR HE, EEERAN, WK
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HVEGF ] L3Rk, SRIL. SREFTAEVEGFRIX b
1, B, AR YIS E 5O UUIE # £
T AE 5VEGF FiA& Y14 X, Banai% &I, b
FEFFE O N ML ERE2 - 4h, 48 AVEGFmRNARY
KPS ~ 104F;, MFEMRA, 2.0 HLEk et O HL
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