Acta Universitatis Medicinalis Anhui 2020 Feb; 55(2) * 195 -

12020 -2 -19 12:57 “http: //kns. enki. net/kems/detail /34. 1065. r. 20200217. 1527. 008. html

A2

( HU- ; ; ;
VECs) ( VEGF) ; A2
A2( EphA2) . HUVECs R 737.9
\ (10 wmol/L) . (20 wmal/L) . (40 A 1000 — 1492( 2020) 02 - 0195 —05
doi: 10. 19405 /j. enki. issn1000 - 1492.2020. 02. 008
pwmol /L) CCK-=8 HUVECs
HUVECs Hoechst 33258
. Annexin V/PI HU- << ’ )
VECs Western blot HU- ’
VECs VEGF  EphA2 . X X °
HUVECs ( brucine) o
HUVECs ; Hoechst 33258 1 N ,
HUVECs ° °
Western blot ( human umbilical vein endothelial
HUVECs VEGF  EphA2 . cells HUVECs)
HUVECs e
VEGF  EphA2 o
HUVECs
2019 - 11 -22 ( vascular endothelial
( :81673908) growth factor VEGF) A2 ( epithelial
:; 230038 cell kinase A2 EphA2)
230022 °
; 1
o
mail: 1964liping@ sina. com 1.1 (

contrsucting the lentiviral RNA interference vector of SHP2 gene with interference technology. Methods The
lentiviral vector of shRNA sequence targeting SHP2 was constructed and transfected into human cervical cancer
Hela cells to silence SHP2 gene. The expression of SHP2 mRNA and protein in transfected Hela cells was detec—
ted by Real4ime PCR and Western blot respectively and the effect of SHP2 gene silencing associated with matrine
on cell proliferation was detected by CCK8. Results The interference sequences of three groups of SHP2 genes
( SHP2 shRNA1 SHP-2 shRNA2 and SHP2 shRNA3) and the control sequence ( NS) were designed and suc—
cessfully constructed and RT-PCR showed that the one with best interference effect was the SHP2 shRNA2 se—
quence. After screening stable cells fluorescence microscopy showed that the infection efficiency was high. West—
ern blot demonstrated that the expression of SHP2 in interference group was lower than that in control group. CCK-
8 assay showed that the proliferation of Hela cells in the combined group was slower than that in the control group
with time longer( P <0.05) . Conclusion A cervical cancer cell model with stable SHP2 down-regulation was
successfully established and SHP2 gene silencing combined with matrine can affect cervical cancer cells prolifera—
tion.
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Expression changes of vascular endothelial
growth factor and epithelial kinase A2 in the apoptosis

of human umbilical vein endothelial cells induced by brucine
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Abstract Objective
nase A2( EphA2) in human umbilical vein endothelial cells( HUVECs) apoptosis induced by brucine. Methods

treatment group with low

To investigate the changes of vascular endothelial growth factor( VEGF) and epithelial ki-

HUVECs cultured in conventional culture which were divided into blank control group
brucine( 10 pmol/L) medium( 20 wmol/L) and high(40 wmol/L) . HUVECs cell activity was detected by CCK-
8 assay migration of HUVECs was detected by scratch assay and apoptosis of HUVECs cells was detected by im—
munofluorescence of Hoechst 33258 and flow cytometry with Annexin V/PI double staining. The expression of
VEGF and EphA2 in HUVECs cells was detected by Western blot. Results Brucine could inhibit HUVECs prolif-
eration in a concentration-dependent manner. Scratch test showed that brucine could inhibit HUVECs migration.
Immunofluorescence and flow cytometry showed that brucine promoted HUVECs apoptosis in a concentration-de—
pendent manner and Western blot results showed that brucine down—regulated protein expressions of VEGF and E-
phA2 in HUVEGs in a concentration-dependent manner. Conclusion Brucine can inhibit the proliferation and mi—
gration of HUVECs and induce apoptosis which may be related to the down—regulated expression of VEGF and E-
phA2.
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