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Effects of astragalosides on ATPase activity of brain in rats after one—off exhaustive swimming/ LLI Shuang,
WANG Lei,FENG Yunhui, et al.//Chinese Journal of Rehabilitation Medicine, 2009, 24(7):641—643

Abstract Objective: To observe the effects of astragalosides on adenosine triphosphatase (ATPase) activity of brain
in rats after one-off exhaustive swimming. Method: Twenty —four SD rats were randomly divided into 3 groups
(normal control group, model group, astragalosides group). The rats in normal control group were sacrificed after
normal raising; astragalosides were administrated to the rats prophylactically in astragalosides group for 3d; the rats
in model group and astragalosides group were sacrificed after one —off exhaustive swimming. Then the activity of
ATPase were observed in the brain of all rats. Result: The activity of Na'K*—ATPase,Mg**~ATPase,Ca>*~ATPase and
Ca®*Mg?*~ATPase in the brain of exhaustive swimming rats reduced significanfly than that in normal control group
(P<0.05). Administration of astragalosides could markedly elevate the activity of ATPase in the brain of exhaustive
swimming rats. Although the activity of ATPase of rats in astragalosides group couldnt reach normal level, the
activities of Mg?>*~ATPase ,Ca>*Mg**~ATPase in astragalosides group were distinctly different from model group (P<
0.05). Conclusion:  Astragalosides could provide protective effect on brain in exhaustive exercises rats.
Author’s address Institute of Physical Education,Guangzhou University, Guangzhou, 510006
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