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Mechanism of fmnl2 gene silencing for inhibiting in vitro invasion ability of SW620"
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Abstract : Objective
Methods

To explore the mechanism of fmnl2 gene silencing for inhibiting the in vitro invasion ability of SW620.
SW620 cells with fmni2 gene silencing were screened and established. specific sShRNA plasmid vectors as well as con-
trols. fmnl2 silenced cells were screened by G418. The real time fluorescence quantitative RT-PCR and Western blot analysis were
used to detect the interference efficiency;the influence of fmnl on SW620 invasion ability was detected by the Boyden test. The ac-
tive Rho pull-down test and Western blot were used to detect the Rho A, Rho B,Rho C activity and protein level change after fmnl2
gene silencing;the 3 kinds of effector proteins Phospho MLC, Phospho-LLIMK Phospho Cofilin,and F-actin,intranuclear MAL pro-
tein changes. The in vitro invasion ability of LPA on cells,RhoA activity and protein level, Phospho-MLC and MLE influence were
detected before and after fmnl2 gene silencing. Results  fmnl2 gene silencing significantly inhibited the SW620 cell invasion ability
in vitro. After fmnl2 expression silencing, the intracellular RhoA activity was decreased, but the protein level had no obvious
change;the protein levels of Phospho-Cofilin, Phospho-LIMK., Phospho-MLC, F-actin and intranuclear MAL were decreased. After
fmnl2 expression silencing, LPA had no influence on the cell in vitro invasion ability, PhoA-activity and Phospho-MLC.
Conclusion  fmn(2 silencing could influence the invasion and motor ability of tumor cells by inhibiting the RhoA/Rock signaling
transduction pathway.
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