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Study the effect of Axinl on regulating GLUT4 protein in skeletal muscle
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Abstract Objective: To investigate the role and molecular mechanism of Axin formation inhibitor( Axis1) in regulating glucose transporter 4
(GLUT4) protein in skeletal muscle cells. Methods: C2C12 mouse skeletal muscle cells were infected with adenovirus expressing siAxinl
(Ad -siAxinl ) to knock down Axinl.

infection concentration and time of Ad—siAxinl. C2C12 cells were infected with Ad—GFP ( adenovirus expressing green fluorescent

Fluorescence microscopy and MTS experiments were measured to clarify the optimal

protein ) or Ad-siAxinl to knock down Axinl,and transfected with vector plasmid or Axin1 plasmid to overexpress Axinl. The expression
of Axinl, Tankyrase( TNKS) and GLUT4 proteins were detected by Western blotting. Results : The results of fluorescence microscopy and
MTS experiments showed that the optimal concentration and time of Ad-siAxinl in C2C12 skeletal muscle cells were 160 L and 48 h.
Western blotting results showed that compared with the Ad=GFP group , Axinl protein in Ad-siAxinl group was decreased (1=6.746,
P<0.01). Ad-siAxinl significantly decreased TNKS protein(1=4.019,P<0.05),and down-regulated GLUT4 protein (#=3.248,P<0.05).
The expression of Axinl protein was up-regulated after transfection with Axinl plasmid (1=4.868 ,P<0.01).The protein of TNKS and
GLUT4 were significantly up—regulated(1=4.897,4.789 , both P<0.01). Conclusion: Axinl may regulate the level of GLUT4 protein
through TNKS.
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Fig 1 The expression of green fluorescent protein in C2C12 cells infected with Ad—siAxinl at different concentrations and times
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Fig2 The effect of Ad—siAxinl on the viability of C2C12 cells
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Fig 3 The knockdown efficiency of Axinl detected by Western

blotting
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Fig 4 The effect of knock—down Axinl on the expression of TNKS

and GLUT4 proteins
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Fig 5 The effect of Axinl overexpression on the expression of

TNKS and GLUT4 proteins
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