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Inhibitory effect of VE-statin/Egfl7-siRNA on angiogenesis of endothelial cells induced by
malignant glioma in vitro
Yin Bo'?, Huang Chun-hai’ ,Wanggou Si-yi' ,Wangfei Yi-fan' , Ye Ning-rong', Li Zhao', Sang Shu-shan', Li Xue-jun'. 1. Depart-
ment of Neurosurgery, Xiangya Hospital, Central South University ,Changsha 410008, China;2. Department of Neurosurgery, Lixian
People’ s Hospital, Changde 415500, China; 3. Department of Neurosurgery, The First Affiliated Hospital, Jishou University, Jishou
416000, China.
Abstract: Objective To investigate the function and mechanism of epidermal growth factor-like domain 7 ( VE-statin/Egfl7) in ma-
lignant glioma angiogenesis by cell culture and RNA interference. Methods Interaction between tumor cells and endothelial cells in
malignant glioma was simulated by transwell-based co-culture of U251 and HUVEC cells. A lentivirus system carrying siRNA was used
to inhibit the expression of VE-statin/Egfl7 in HUVEC cells and U251 cells. The effects of VE-statin/Egfl7 on angiogenesis in malig-
nant glioma microenvironment were evaluated by endothelial cell proliferation, adhesion, migration, and tube formation assay. Results
After VE-statin/Egfl7 gene silencing, a temporary growth inhibition was observed in HUVEC cells, followed by immediate recovery
of normal proliferation. The endothelial cell migration was not affected, while the adhesion of endothelial cells was significantly inhibi-
ted. VE-statin/Egfl7 gene silencing also significantly suppressed the formation of capillary-like structures by endothelial cells. Conclu-
sions VE-statin/Egfl7 plays a key role in the formation of vascular tubular structure in malignant glioma angiogenesis via regulation of
endothelial cell adhesion.
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ZE M BE LK R I, VE-statin/Egfl7 B H T

RENEHARAEEREHANERE N, FRE
/R VE-statin/ Egfl7 7] 38 3t 38 15 P9 52 40 09 G B 1
MEBRRBEOEERTBYMEERLTEREX
B REEER,

VE-statin/ Egfl7 /& # — & B 09 1L % & ¥ B F,
FE A B o B I A AR P VE-statin/ Egfl7 W[ B
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