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Expression of VEGF and VEGF mRNA after focal cerebral

ischemia reperfusion in rats
TAO Tao, et al
( Department of Neurology , the Second College of Clinical Medicine , Chongqing Medical University)

[ Abstract] Objective : To study the expression of vascular endothelial growth factor { VEGF) and VEGF mRNA after focal cerebral is-
chemia reperfusion in rats. Methods : MCAO (Middle Cerebral Artery Occlusion) models were set up in rats,and the rats were divided
into six groups: control group, 5 groups of ischemia for 2h then respective reperfusion for 6h, 12h,24h,48h and 72h. The samples were
analyzed with immunohistochemical methods. The expression of VEGF mRNA was detected by RT — PCR analysis. Resu/ts: VEGF
protein expression started at 6h. It increased remarkably at 24h, and it was strongest at 48h. VEGF mRNA increased at 6h, while
reached peak value at 12h and reduced at 24h, finally returned to normal level at 48 — 72h. VEGF expression was mainly detected in
the periphery of infarcts at every timepoint. Conclusion : These findings demonstrate that the VEGF strong expression can be induced
in focal cerebral ischemia reperfusion in vivo. The changes of VEGF levels suggest that VEGF has neuroprotective effect against cere-
bral ischemic injury.
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(436bp) reverse 5 —CGC CTT GGC TTG TCA CA-3’

KBRS f ik WEE PCR ™4, B 1K 5 09 BB B e e
WA BB B AR G HBRE R, IC R B L EE A,

YRS E=VEGF Y UM ERE/ SHEL B
— actin ¥ PP R L H B H X 100%
1.7 %ita#

STEBARLL 7 £ 5 Fon, AR Z B TR ¢ I,
P<0.05 MR B FEHER.

2 & R

2.1 HE #& 480K

Rkt ME AR i K B FHR S 6h JF 4R ) B B A
[k I A e A0 B AR MRS/ = T R
TRar, an A B AR TR Y , R TH O . P v I 1]
FER R AE OAEFEAE YK BESE X ph s A g H 2
B 2080 /0 , T B R BB e A A 0 B i . kit O
XA u R I 8, AR A R & oS B A a4+, 15
Bl JE U X R 2 R OB B A on i gk, DA g 2
JCNE, TEBR M FFRE 24~48h A%, 5 W& M 5
40 P ek A, ot 2 PR R (T B 4 K
2.2 LEMAGRILFEEERFEALR

fRFARXS R 20 K B A W VEGF FHM: 40 fig %
iKo TEJRk: 1 i bk i PR L W ED S VEGEF 1 FH
PEZRIE , B P T 6 (B 4K, R W a5, T ik
MFFFE T 48h Fikheim (S EkIMF-AE T 6h AHEL P<
0.01), MR ERINERGFEAECHE, FE
2% BLTE BHPE 26 3K (9 0 28 70 S0 & 1, 45 i 18]
VEGF [k Z B2 A HIERIUL A [H, 3t .o
U VEGF ik, 76 XU AE Bk i ik 20 22 B S 1
6h J5IT IR IR A /0 & VEGF ik, HW 8 > T4t


http://www.cqvip.com

— 212 —

D000 http://www.cqvip.com|

EEER AT 2005 8 30 %% 2 18 (Jounal of Chongging Medical University 2005. Val. 30 No. 2)

], 2 T £ L S A e 2 O 24 M, i, HEEC
Sy 25 490 L K L 5 E L 7V U 48~ T2h, fERESE
18 BT W VEGF S5 PHAE & (i m 4. VEGF
PRME 2k I L B 1. 2.

1 kEMEGm 2h B ch R AL VEGE B R
=ik (% 200)

i

A2 KRBk 2L BREE 8hER M E M VEGF B

FiEF VEGF FRERIERME ( < 200)
%2 XEBEMEmE#ETRE VEGF B8

B VEGFmRNA B3Rk (x £ 5)
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o B 2 6 0.21+0.02
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* P<0.05 compared with ischemia reperfusion 6h group

** P<0.01 compared with ischemia reperfusion 6h group

= P< .05 compared with control group

“APp<(), 01 compared with control group
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