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Silencing the Expression of KLF4 by siRNA Improves the Migration and
Proliferation of HeLa Cells*
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ABSTRACT Objective: To investigate the effect of KLF4 expression downregulation on the migration and proliferation of HeLa
cells. Methods: siRNA targeted to KLF4 and control siRNA were designed and transfected into the HeLa cells. DMEM with 10ng/ml
TGF-B1 and 10% fetal calf serum (FBS) was used to induce the epithelial mesenchymal transition of HeLa. Culture medium without
TGF-B1 was taken as control. The migration of HeLa cells were observed by Transwell and scratch wound assay. The proliferation and
cell cycle of HeLa cells were detected by proliferation assay and Flow Cytometry. Results: Compared with other groups, the migration of
HeLa cells were improved greatly after being transfected by siRNA-KLF4 and induced by TGF-B1. The proliferation of HeLa cells
transfected by siRNA-KLF4 were obviously increased compared with the cells transfected by control siRNA and blank control. TGF-g1
could induce G1 block of HeLa cell cycle, but the downregulation of KLF4 showed no obvious effects. Conclusion: Downregulation of
the KLF4 expression by siRNA obviously improve the migration and proliferation of HeLa cells.
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Fig. 2 Combined effect of siRNA and TGF-1 on the migration of HeLa cells: Transwell assay (vs. blank control, *P<<0.05)
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Fig.3 Combined effect of siRNA and TGF-B1 on the migration of HeLa cells: Scratch wound assay
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Fig. 4 Influence of siRNA-KLF4 on the proliferation of HeLa cells
(vs. blank control, ¥*P<C0.05, N=18)
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Fig. 5 Combined effect on cell cycle distribution of HeLa cells by siRNA and TGF-g1: (¥*P<<0.05)
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