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Abstract

Objective: To investigate the change of 12-week treadmill training on the HDMCP expression of liver tissue and
its effect on mitochondrial function in no-alcholic fatty liver disease (NAFLD)mice.

Method: Forty—eight male ApoE—/— mice were divided into four groups randomly:(D14-week normal diet group(C
group, n=12); @14-week western diet model group(M group, n=12); @western diet plus 12-week treadmill train—
ing group(ME group, n=12); @26-week western diet (MM,n = 12). Mice were trained on a treadmill for 12 weeks,
60 minutes per day,5 days per week, 0° grade (at 13m/min). Every period ended, mice were sacrificed and liver
was saved for measuring the expression of HDMCP mRNA, and the change of activity of ATP synthetase, and
variations of state 3 respiration,state4 respiration and RCR, mitochondrial ROS production and content of ATP in

liver tissue.
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Result: The
0.10), M group (1.24+0.16) and MM group(1.32 + 0.17). The activity of ATP synthetase(11.23+2.53) and content of
ATP in liver tissue(10.57 +2.12) in ME group were significantly higher than those in MM group(7.36+1.22,8.32+
1.41). The ROS (42.51 + 4.12) and H,0,(18.33+3.10) production of mitochondria in ME group were significantly
lower than those in MM group(68.94+5.99,24.31+£3.56). The state3 respiration(12.21+1.32) and RCR(2.78+0.89) in

expression of HDMCP in ME group(0.53 + 0.09) was significantly lower than that in C group(0.72+

ME group were significantly higher than those in MM group(10.76 +1.11, 1.75+0.69), however, state4 respiration
(4.40+1.32) was lower than that in MM group(6.14+1.45).

Conclusion: Twelve training significantly decreases HDMCP expression, which maybe decrease mitochondrial pro—
ton leak, enhance the synthesis of ATP of mitochondria,and ameliorate mitochondrial function in NAFLD mice.
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