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[ Abstract ] Background and objective The inhibitory ability of miR-424 on the proliferation of renal carcinoma
cell and the migration and invasion of cancer cells has been widely explored and demonstrated. However, the effects of miR-424
on non-small cell lung cancer (NSCLC) have not been systematically examined. In this study, detected the growth and inva-
sion effect of miR-424 in NSCLC AS549 cell. The migration and molecular mechanism of this cell are also detected. Methods
NSCLC AS549 cell was transfected with miR-424 and its inhibitor. After transfection, the proliferation ability of A549 cell was
detectedby CCKS8 assay. Then, the migration ability in AS49 cell was detected by migration assays. Furthermore, the expression
level of MMP2 and MMP9 in A549 was detected by Western blot and immune fluorescence. The 3'UTR of E2F6 was cloned
into luciferase reporter vector and its enzymatic activitywas detected to verify whether miR-424 can target E2F6. The expres-
sion level of E2F6 in a549 cell after transfecing with miR-424 was detected by Western blot. Results After transfection of
miR-424, the proliferation and migration abilities were remarkably decreased and the expression level of MMP-2 and MMP-9
were down-regulated in A549. Moreover, MiR-424 inhibited the enzymatic activity of luviferase reporter vector of E2F6. Spe-
cifically, the expression level of E2F6 was down-regulated in A549. Conclusion miR-424 can inhibit the proliferation and
migration abilities of AS49 by negatively regulating the expression of E2F6.
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Fig 1 The effect of miR-424 on proliferation abilities in A549. A: Results of miR-424 transfection; B: The proliferation rate of A549 by CCK8. *:

compared with the control, P<0.05.
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Fig 2 The migration abilities of miR-424 on A549. A: Results of microscope counting; B: The effects of miR-424 on migration abilities of A549 by

crystal violet staining. *: compared with the control, P<0.05.
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Fig 4 The role of miR-424 to the target sequence of E2F6 by detecting
enzymatic activity. A: Targeting sequence of miR-424 by Targetscan
analysising; B: The role of miR-424 to the target sequence of E2F6. *:
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