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Abstract

Objective: To study the regulatory effect of AKt substrate160(AS160) in aerobic exercises improving skeletal muscle
glucose transport, and to explore the expression of AS160 and glucose transporter4 (GLUT4) gene and protein in
C57BL/6 mice skeletal muscle.

Method: Twenty male aged 16-week C57BL/6 mice were divided into control group (NC) and exercises group (NE)
randomly. NE mice underwent 6-week treadmill training. Exercises training consisted of motorized treadmill running
for 1h/d, 5 d/week at an intensity of 75%VO,max; reverse transcription—polymerase chain reaction (RT-PCR) and
Western blot were applied to detect AS160 and GLUT4 gene and AS160, pAS160-Thr*? and GLUT4 protein
expressions in skeletal muscle. Immunofluorescence was used to detect the expressions and locations of AS160,
pAS160-Thr*? and GLUT4.

Result: The expressions of AS160 gene and protein had no difference between two groups, however there was
significant increment in pAS160-Thi* expression in NE group compared to that in NC group; while the expressions

of both GLUT4 mRNA and protein increased significantly in NE group compared to that in NC group. Moreover,
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immunofluorescence staining further supported the Western blot results, and there is significant increase of GLUT4

translocating towards cell membrane.

Conclusion: Aerobic exercises can promote the activity of Akt/AS160 signaling pathway in mouse skeletal muscle

by increasing the expression of pAS160-Thr*?, and then elevated the expressions of GLUT4 gene and protein,

promote GLU4 translocating towards cell membrane and skeleton muscle cells intaking and utilizing glucose.
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