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Abstract Figure 2: Insulin promotes Foxo1-GFP nuclear efflux Methods
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from signals presented in A, B. Adapted from Bibollet, H. (2023). DOI: 10.14814/phy2.15675 «This Foxol-GFP efflux evoked by passive membrane deformation was
prevented by PI13K inhibition.
Figure 5: Passive repetitive mechanical stimulation at 10 Hz promotes Foxo1-GFP nuclear efflux
Fig. 5. A, representative image of the same fiber before (rest) and during (repeat deformation) application of a 10 Hz train of mechanical deformation using the linear movement
component of WPI Cell Tester. B, mechanical deformation with “10 Hz trains” pattern causes a net decline in nuclear Foxo1-GFP wich is completely eliminated by inhibition of PI3K (C).
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To investigate if Foxo1 signaling can be regulated by Contact information
electromechanical activity and identify the mechanisms

responsible for this regulation in mammalian muscle.
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