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[ Abstract] Objective: To assess the protective effect and mechanism of mosloflavone against heart damage
induced by hypobaric hypoxia (HH) in mice. Methods; 60 male BALB/c mice were randomly divided into four
groups : control group, hypoxia group, rutin group and mosloflavone group. The mice were orally treated for 5 days
with drugs or water and then exposed to HH equivalent to 8 000 m for 12 h. Serum concentrations of lactic dehydrogenase
(LDH) , creatine kinase (CK) , aspartate transaminase ( AST) and cardiac troponin I (c¢Tnl) were assessed. The
levels of reactive oxygen species (ROS), malondialdehyde (MDA) and glutathione (GSH) , as well as the activities
of superoxide dismutase (SOD), catalase ( CAT), glutathione peroxidase ( GSH-Px) and ATPase, in heart were
estimated. The expression of Bax and Bcl-2 were evaluated by Western blot analysis. Results: Compared with
control group, the levels of LDH, CK, AST and ¢Tnl in serum in hypoxia model group significantly increased. In
addition, HH markedly increased the contents of ROS and MDA and decreased the GSH contents and the activities
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of SOD, CAT, GSH-Px and ATPase in heart. Furthermore, HH significantly unregulated the expression of Bax and

downregulated the expression of Bel-2. In contrast, mosloflavone alleviated heart damage induced by HH as

evidence of reduced LDH, CK, AST and cTnl levels in serum. Prior administration of mosloflavone also decreased
the ROS and MDA contents, increased GSH level, SOD, CAT, GSH-Px, Na*-K " -ATPase and Ca’* -Mg’* -ATPase

activities, downregulated the expression of Bax, as well as increased the expression ratio of Bax/Bel-2 in heart

tissue of mice. Conclusion: Mosloflavone exhibited protective effect against HH induced heart injury in mice via

alleviating of oxidative stress, ameliorating of energy metabolism, as well as regulating of apoptosis related proteins.
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