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The Change of the Mitochondrial Oxidative Phosphorylation in Rat Heart during Exhaustive Exercise
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(1. Dept. of Physcd Education, Jianghan Universty , Wuhan 430012 ;2. Beijing Univerdty of Physca Education, Bejing 100084 ;3.
Tianjin Research Ingitute of orts Medicine, Tianjin 300381)

Abgtract : Rats running with an incrementd intendty to exhaustion was used as an experimenta mode The experiment was desgned to determine the changes
of prepared mitochondriaimmediately ater exhaustive exercise: 1. Rateof éectron transer to proton pump of mitochondria respiratory chain complex | + 111
and Il + I1I(H*/2e). 2. The mitochondrid respiratory control. The results showed that , in exhausted rats,the parameter of complex | + 111 totd H*/2e
decreased with 9.97 % (P<0.05) , in the presence of Maate and Qutate, and Succinate. The rate of state 4 increased sgnificantly in the present of Maate
and Qutate, in heart ( P <0.05) . RCR decreased sgnificantly in the present of Maate and Qutate and in the presence of Succinatein heart ( P<0.05). The
present research suggested that the increase of mitochondria proton leak and the decrease of coupling of eectron transer and proton pump may be regponse for
the decrease of mitochondria coupling of oxidative phosphrylation.
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