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pc-MAPK1 and miR206 mimic + pc-MAPKI1 group the expression of miR-206 was measured by qRT-PCR cell
growth was measured by Brdu staining cell invasion was measured by Transwell the expression of Mitogen-activa—
ted protein kinase 1( MAPK1) epithelial cadherin ( E-cadherin) vimentin ( vimentin) cAMP response element
binding protein ( CREB) phosphorylated CREB ( P-CREB) Ets-ike Transcription factord ( Elk4) P-Elk-d pro—
to-oncogene ( c-Myc) P-e-Myc and vascular endothelial growth factor ( VEGF) were measured by Western blot.

Subcutaneous xenograft tumors of nude mice with miR206 transfected or non-transfected CAOV3 cells were estab—
lished. The volume of the transplanted tumors was measured. The expression levels of miR-206 and MAPK1 were
detected by qRT-PCR. The expression levels of Elk4 P-¥lkd c¢-Myc and Pe-Myc expression was detected by
Western blot. Ki67 and vimentin expression were detected by immunohistochemistry. Results miR-206 targeted the
inhibition of MAPK1 expression. Compared with the control group the percentage of BrdU positive cells and the
number of invasive cells in the miR206 mimic group reduced(t=4.27 P =0.002;¢t=3.43 P =0.008) the ex—
pression of E-cadherin increased( ¢ =4. 13 P =0.003) P-CREB/CREB P-Elk- /Elkd Pc-Myc/c-Myc ratios and
the expression of vimentin were down-regulated(:=3.27 P =0.010;:=3.26 P =0.010;:=3.28 P=0.010 ¢ =

3.51 P =0.007).miR206 mimic reduced the volume of subcutaneously transplanted tumors of CAOV3 cells in
nude mice(z=6.51 P <0.001) increased the expression of miR206 in the tissues of transplanted tumors( ¢ =
4.65 P =0.001) reduced MAPK1 mRNA levels VEGF expression P-Elk-d/Elk- and Pc-Myc/c-Myc ratio( ¢t =
3.86 P=0.004;:=3.37 P=0.009;:=3.34 P=0.009;:=3.40 P =0.008) and reduced the percentage of Ki67
and Vimentin positive cells( ¢ =4.45 P =0.002;t =4.22 P =0.002) . Conclusion miR206 over expression can in—
hibit ovarian carcinoma cell CAOV3 growth and mobility via obstructed activation of MAPK signal pathway.
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targeted therapy in non-small cell lung cancer: Mechanisms and

Effect of silencing FGL1 on

sensitivity of gefitinib in lung adenocarcinoma cells
Gao Weiwei Sun Cuilan Hao Jiqing
( Dept of Oncology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the effect of silenced fibrin original protein 1( FGL1) on the drug sensitivity
of gefitinib in lung adenocarcinoma cells. Methods Real-time quantitative PCR and Western blot were used to de—
tect the differential expression of FGL1 in lung adenocarcinoma gefitinib-sensitive cell line PC9 and gefitinib—resist—
ant cell line PCO9/GR. FGL1 expression was silenced in gefitinib resistant strain PC9/GR. CCK-8 assay was used
to detect cell proliferation in each group. Flow cytometry was used to determine the apoptosis rate of each group.

Western blot was used to determine relative expression levels of apoptotic proteins Bel2 Bax Caspase-3 and
Cleaved-Caspase-3. Results FGL1 was highly expressed in PC9/GR cells. Silencing FGL1 inhibited the prolifera—
tion of PC9/GR and increased the apoptosis rate of PC9/GR cells( P <0. 05) . Western blot showed no significant
difference in the expression of Caspase-3 in each group( P >0.05) . Compared with the control group the expres—
sion of Bax and Bcl2 in gefitinib group showed no significant difference while the expression of Cleaved-Caspase—
3 was up—regulated with statistically significant difference( P <0.05) . After FGL1 was silenced Bcl2 protein ex—
pression was down-regulated while Bax and Cleaved-Caspase-3 protein expression was up-regulated with statisti—
cally significant differences( P <0. 05) . Conclusion Silencing FGL1 can inscrease the sensitivity of lung adeno—
carcinoma cells to gefitinib inhibit cell proliferation promote cell apoptosis and provide potential therapeutic tar—
gets for gefitinib resistant lung adenocarcinoma patients.
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