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Survivin gene silencing inhibits the invasion and migration

of esophageal carcinoma Eca-409 cell
Niu Zhaoxia Zhang Xiuzhi Chen Jie et al
( Dept of Pathophysiology Henan Medical College Zhengzhou 451191)

Abstract Objective To investigate the effect of survivin on Eca-409 cell invasion and migration by silencing en—
dogenous survivin expression by RNA interference technology. Methods A siRNA expressing vector targeting sur—
vivin was constructed and transfected into Ecad09 cells via lipofectamine™ 2000 to establish stable transfection cell
line; the expression level of survivin protein was detected by Western blot to observe the interference effect; the ex—
pressions of MMP2 MMP9 and VEGF proteins were also observed by Western blot; the changes of cell invasion and
migration abilities were respectively detected by Transwell Matrigel invasion assay and cell wound-healing scrape as—
say. Results Compared with the control groups the expression level of survivin protein was significantly reduced
and the inhibition rate was 85% ; the expressions of MMP2 MMP9 and VEGF proteins of survivin interference group
were also distinctly surpressed( P <0. 05) ; at the same time the cell invasion and migration abilities of survivin in—
terference group were obviously reduced ( P <0. 05) . Conclusion Survivin gene expression is correlated with the
invasion and migration potential of esophageal carcinoma cell; specifically silencing survivin can effectively inhibit
the cell invasion and migration abilities of Ecad09 cells possibly by down-regulating the expressions of MMP2
MMP9 and VEGF proteins.
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Effects of microRNA-133b-5p on cell apoptosis by targeting

Fas gene in myocardial H9c2 cells
Cheng Jie He Shufang Han Zhengyi et al
( Dept of Anesthesiology The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effects of miR-433b-5p on cell apoptosis in H9¢2 cells and the mecha—
nisms of which targeting Fas gene. Methods H9c2 cells in logarithmic phase were divided into the CON group
the miR-433b-5p inhibitor group and the miR inhibitor-NC group. The cells in different groups were collected after
48 h transfection to examine miR433b-5p level by qRT-PCR. The activity of lactate dehydrogenase( LDH) in the
culture medium was measured by colorimetric kit. Cell apoptosis was determined by flow cytometry after Annexin
V/PI double staining. Dual luciferase reporter assay was performed to confirm the direct regulation of miR-133b-5p
on the 3°UTR of target gene Fas. Finally the levels of Fas mRNA and protein were detected by qRT-PCR and
Western blot respectively. Results The level of miR433b-5p in miR-433b-5p inhibitor group was reduced to
33% as compared with the CON group ( P <0. 05) . Inhibition of miR433b-5p led to elevated LDH activity and in—
creased apoptosis rate as compared with the CON group or miR inhibitor-NC group ( P <0. 05) . Dual luciferase re—
porter assay results confirmed that Fas was a target gene of miR433b-5p. In addition miR-433b-5p inhibitor obvi—
ously up—regulated the levels of Fas mRNA and Fas protein ( P <0.05) . Conclusion The chemically synthesized
miR-33b-5p inhibitor could effectively inhibit miR433b-5p expression in H9¢2 cells leading to cell injury and
apoptosis and its mechanism might involve the regulation on Fas expression.
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