© 108 -

J Apoplexy and Nervous Diseases February 2015 Vol 32 No.2

:10032754( 2015) 02-0108-04

VEGF

( ginkgolides GK) ( bilobalide BB)
( vascular endothelial growth factor VEGF) GK BB
o Wistar ( middle cerebral artery occlusion MCAO) 2 h
12 h, 4 ( Sham ) .MCAO + ( Saline ) .MCAO +
(10 mg/kg BB )  MCAO + (10 mg/kg GK ) o 2h 12 h
o TTC Western blot VEGF
VEGFRA o Saline GK BB (P<0.05)
(P<0.05): Saline GK BB VEGF (P<
0.05)  VEGFRA .
/ VEGF °
1R743.3 TA

Eeffects of ginkgolides and bilobalide on VEGF expression in rats with focal cerebral ischemia-reperfusion L/U
Xiu-ping DENG Fang. ( Department of Neurology First Hospital of Jilin University Changchun 130021 China)

Abstract:  Objective To observe the effects of ginkgolides and bilobalide on the expression of VEGF after cerebral
ischemia—reperfusion injury in rats. Methods MCAO ( middle cerebral artery occlusion) models were set up in Wistar
rats after ischemia for 2 h then reperfusion for 12 h were performed. The animals were divided into four groups: Sham oper—
ation group ( Sham group) MCAO + Saline ( Saline group) MCAO + ginkgolides group ( GK group) and MCAO + hilob—
alide group ( BB group) . After ischemia for 2 h then reperfusion for 12 h the animals’ neurological deficits and infarct vol—
umes were evaluated. The expression of VEGF and VEGFR- were analyzed with immunohistochemical methods and West—
ern blot. Results Compared with Saline group GK group and BB group showed a significant reduction in infarct volume
and neurological deficits ( P <0.05) . Compared with saline group the expression of VEGF in brain tissues was increased by
immunohistochemical methods and Western blot in GK group and BB group( P <0.05) . While the VEGFR- expression was
increased by immunohistochemical methods but with no change through Western blot assay. Conclusion The findings dem—
onstrate that GK and BB can promote VEGF synthesis relieve the brain damage of cerebral ischemia—eperfusion injury.
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