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Effect of astragalus injection on the angiogenesis and HIF-1ov/ VEGF signal pathway

in brain tissue of rats with cerebral ischemia reperfusion injury
YU Qing-ging' , BAI Jian-feng” , WANG Jiang-jun'
(1. Department of Pharmacy ,2. Department of Neurosurgery ,The Central Hospital of Weihai,Weihai Shandong 264200 ,China)

[ Abstract] Objective:To explore the effects of astragalus injection on the angiogenesis and HIF-1a/ VEGF (hypoxia inducible factors-
la/vascular endothelial growth factor) signal pathway in brain tissue of rats with cerebral ischemia reperfusion injury. Methods
Seventy-two rats were randomly divided into the control group,model group and astragalus injection group(24 rats each group) . The rat
model of cerebral ischemia reperfusion injury models were established by nylon monofilament induced method. Before operation, after
operation and after 7 days of adminstration, the neurological scores in all rats were evaluated,and the expression levels of microvessel
density( MVD) in brain tissue of rats were detected by immunohistochemical method ,the mRNA and protein expression levels of HIF-
la and VEGF in brain tissue of rats were detected by RT-PCR and Western Blotting, respectively. Results: After 7 dyas of
adminstration , the neurological score in astragalus injection group was significantly higher than that in model group( P <0.01) ,and the
level of MVD,mRNA and protein expression levels of HIF-1aw and VEGF in astragalus injection group were significantly higher than
those in model group(P <0.01). Conclusions: Astragalus injection can promote the angiogenesis in brain tissue of rats with cerebral
ischemia reperfusion injury,the mechanism of which maybe activate the pathway of HIF-1a/VEGF.

[ Key words | astragalus injection; cerebral ischemia; reperfusion injury; angiogenesis; vascular endothelial growth factor; hypoxia
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Active mechanism of the surface marker CR-1 expression

on the esophageal cancer stem cell growth
SONG Shuang, XU Lin-lin
( Department of Histology and Embryology ,Henan Medical College ,Zhengzhou Henan 450052 ,China )

[ Abstract] Objective:To investigate the active mechanism of the surface marker Cripto-1 ( CR-1) expression on esophageal cancer
stem cell growth. Methods ; Ecal09 stem cells was isolated from Ecal09 cells. The total proteins of HEEC, Ecal09 cells and Ecal09
stem cells were extracted ,and the expression level of CR-1 was detected using Western-blot. The silencing CNE2/CR1 ™ vector targeting
CR-1 gene and overexpression vector CNE1/CR-1 " were constructed, and transfected into the Ecal09 stem cells using lipofectamine.
The control group was set. The transfection efficiency was examined using RT-PCR. The proliferation of Ecal09 stem cells in control
group,CNE2/CR-1 = and CNE1/CR-1 " were detected using MTT. the prognosis of Ecal09 stem cells in each group was examined using
flow cytometer. The protein expression levels of Akt and p-Akt in each group were detected using Western-blot. Results: The expression
levels of CR-1 in Ecal09 cells and Ecal09 stem cells were significantly higher than that in HEEC cells( P <0.01). RT-PCR results
showed that the expression level of CR-1 in CNE2/CR-1-group was significantly lower than that in control group,and the expression
level of CR-1 in CNE1/CR-1" group was significantly higher than that in control group( P <0.01). MTT assay results showed that the
cell proliferation in CNE2/CR-1" group was significantly lower than that in control group, and which in CNEI/CR-1" group was
significantly higher than that in control group( P <0.01). Flow cytometry results showed that the apoptosis rate of cells in CNE2/CR-
1~ group was significantly higher than that in control group,which in CNE1/CR-1" group was significantly lower than that in control
group( P <0.01). Western-blot results showed that the expression level of p-Akt protein in CNE2/CR-1 "~ was significantly lower than

that in control group,and the expression level of p-Akt protein in

LIS ] 2016-09-05 CNEL1/CR-1" group was significantly higher than that tin control

[EFFAAL] TRg B of s SR B2k HIREEE TR M 450052 group( P <0.01). The expression change of Akt protein was not
(fEERN] K (1983 ) , L it Bh#. obvious ( P > 0. 05). Conclusions: The CR-1, an
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deprivation and phosphorylation of Akt[ J]. Pharm Biotechnol,
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