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(Control) the negative control group (Negative) and the test group (HK2-siRNA). The HK2 siRNA was transfect—
ed into MDA-MB231 cells and the Western blot and qRT-PCR tests were used to detect expressions of HK2 protein

and mRNA before and after silencing. Then proliferation of cells in three groups that were exposed to different doses

of X-ray (0 2 4 6 8 Gy) was analyzed by CCK-8 experiment and the apoptosis rate of cells irradiated by 4 Gy X

rays was determined by flow cytometry. Results

After silencing HK2 gene the expressions of protein and mRNA of

HK2 in the test group cells were inhibited effectively. After three groups of cells being exposed to different doses of

X—ay the survival rate of cells displayed a decreased trend in a dose-dependent manner. And compared with the

negative control group the cell survival rate in the test group was significantly decreased and the cell apoptosis rate

in the test group was higher than that in the negative control group and blank group(P <0.01). Conclusion Si-

lencing HK2 gene through siRNA can significantly sensitize MDA — MB231 breast carcinoma cells to X radiation.
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Protective effect of ecdysterone against

homocysteine-induced apoptosis of HUVEC
Su Hua Xie Ruibin Zhang Xiaoxin et al
(Dept of Cardiovascular Disease The People’ s Hospital of Hezhou Hezhou 542899)

Abstract Objective To investigate the effect of ecdysterone (EDS) against homocysteine (Hey) <induced apopto—
sis of human umbilical vein endothelial cells(CRLA730). Methods CRLA730 cells were cultured in vitro routine—
ly with different concentrations of EDS. The viability of CRLA730 cells was detected by cell counting Kit-8 assay.
Hey treatment induced apoptosis in CRLA730 cells CRLA730 cells were divided into 5 groups: control group
high dose of EDS(Hcy + 1.5 wmol/L EDS) middle dose of EDS group(Hey + 1.0 pmol/L EDS) low dose of
EDS group(Hey +0.5 wmol/L EDS) and Hcy group. The apoptosis of CRLA730 cells was determined by flow
cytometry assay and was observed by fluorescent staining. Real-time quantitative reverse transcriptase polymerase
chain reaction was used to detect Bax Bel2 and Caspase-3 mRNA expressions in CRL-A730 cells. Western blot
was used to detect Bax Bcl2 cleaved-Caspase3 protein expressions in CRL-A730 cells. Results EDS in selec—
tive concentration had no effect on the viability of CRLA730 cells. The apoptosis rates of CRLA730 cells were sig—
nificantly increased with the treatment of Hey but Hey-induced apoptosis in CRL-A730 cells was inhibited by EDS
treatment in a dose-dependent manner. The protein expressions of Bax and cleaved-Caspase3 in CRLA730 cells in
the Hey group showed significant elevation in comparison with the control group. The expression of Bel2 protein
declined in the Hey group compared with the control group but high middle and low doses of EDS treatments
down-—regulated the protein expressions of Bax cleaved Caspase-3 and up-regulated the expression of Bel2 in Hey—
treated CRL-730 cells. The mRNA expressions of Bax and Caspase-3 of CRL-1730 cells in the Hey group were el
evated significantly in comparison with the control group. The expression of Bel2 mRNA was reduced in the Hey
group compared with the control group but high middle and low doses of EDS treatments down-regulated the mR—
NA expressions of Bax Caspase-3 and up—egulated the mRNA expression of Bel2 in Hey-ireated CRLA730 cells.
Conclusion EDS has a protective effect on Hey-induced apoptosis of human umbilical vein endothelial cells. This
study provides evidence for the efficacy of EDS in the treatment of cardiovascular disease.
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