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Abstract

Recombinant capsid protein VP1 (rVP1) of foot-and-mouth disease virus binds
to integrins to modulate Akt/GSK3-f3 signaling and suppress migration/invasion and
matastasis of cancer cells. In this study, we investigated the mechanism of rVP1
interacting with Integrin pathway and Wnt/-catenin pathway in lung cancer stem
cell H1299 and lung cancer cell A549, hoping to understand the effects on lung
cancer cells made by these two pathways and discover the interacting mechanism of
these two pathways.

In this study, we found thatB—catenin in lung cancer stem cell H1299 decreased
when rVP1 was added , and that the membrane receptor of Wnt/3-catenin pathway,
Frizzled-8 (FZD8), also decreased due to the interaction of rVP1 and Integrin
pathway. However, Grb2 in lung cancer stem cell H1299 and lung cancer cell A549
wouldn’t decrease although rVP1 was added. In addition, the product of Wnt/[3-
catenin pathway, MIG-7, decreased when Wnt3a ligand was added.

From the results of our experiment, we speculated that the different
characteristics between lung cancer cell A549 and lung cancer stem cell H1299
might lead to different effects made by Wnt/3-catenin pathway. More experiments
need to be conducted to determine the changes of Grb2 amount. Integrin pathway
will influence the production of membrane receptor of Wnt/f-catenin pathway.
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                                                            Abstract
        Recombinant capsid protein VP1 (rVP1) of foot-and-mouth disease virus binds to integrins to modulate Akt/GSK3-β signaling and suppress migration/invasion and matastasis of cancer cells. In this study, we investigated the mechanism of rVP1 interacting with Integrin pathway and Wnt/β-catenin pathway in lung cancer stem cell H1299 and lung cancer cell A549, hoping to understand the effects on lung cancer cells made by these two pathways and discover the interacting mechanism of these two pathways.
        In this study, we found thatβ–catenin in lung cancer stem cell H1299 decreased when rVP1 was added , and that the membrane receptor of Wnt/β-catenin pathway, Frizzled-8 (FZD8), also decreased due to the interaction of rVP1 and Integrin pathway. However, Grb2 in lung cancer stem cell H1299 and lung cancer cell A549 wouldn’t decrease although rVP1 was added. In addition, the product of Wnt/β-catenin pathway, MIG-7, decreased when Wnt3a ligand was added.
        From the results of our experiment, we speculated that the different characteristics between lung cancer cell A549 and lung cancer stem cell H1299 might lead to different effects made by Wnt/β-catenin pathway. More experiments need to be conducted to determine the changes of Grb2 amount. Integrin pathway will influence the production of membrane receptor of Wnt/β-catenin pathway.
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