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Electric pulse stimulation —induced GLUT4 translocation and activated Akt signaling pathway in L6 -
GLUT4myc—-AS160 myotubes
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Abstract Objective: To study the electric pulse stimulation (EPS)—stimulated signal transduction and GLUT4mye translocation in L6—
GLUT4myc-AS160 myotubes. Methods: L6—GLUT4myc—-AS160 myoblasts were incubated in 6 —well plates, differentiated to myotubes
with 2% FBS differentiation media, after which they were divided into 3 groups (EPS, insulin, control) with the first two treated with 100
nmol/L insulin or contract cell and the control group receiving no treatment. The amount of GLUT4myc on the cell surface was measured by
ELISA and the phosphorylation of protein kinase B (Akt)and Rab—GTPase AS160 were obtained by immunoblotting. Results: Compared to
the control group, EPS stimulated GLUT4myc translocation significantly in 1h and the Akt and AS160 were both phosohorylted by EPS.

Conclusion: EPS-induced GLUT4myc can be translocated to the cell surface and activate the Akt signaling pathway.
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Fig1 The level of insulin and EPS stimulated cell surface
GLUT4myc
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Fig 2 The phosphorylation of Akt and AS160 effected by insulin
and EPS in L6-GLUT4myc-AS160 cell
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45 n it HE 4 B EA  EPS 20 min
p—AkIT308 3 1:0.00  15.82+1.21" 9.284+3.57*
p—AkiS473 3 1:0.00  8.57+1.85"  4.40+0.33"
p-AS160T642 3 1:0.00  1.78+0.21** 1.38+0.10

25 n  EPS30min EPS40min EPS 60 min
p—AktT308 3 144582584 923x1.01*%  12.1120.34%*
p—AkiS473 3 534:034%  4.01:042"  4.1720.33"
p-AS160T642 3 1.58+0.07*  1.66+0.08%* 1.58+0.12*%

*P<0.05 ,**P<0.01,"P<0.001, *P<0.000 1
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