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Intermittent hypoxia intervention improves cardiac function and exercise tolerance of rats with myocardial
infarction

XU Kai-yue, MENG Xiang—xue, HUANG Chuan, SHI Yu, WAN Chun-xiao

(Department of Physical and Rehabilitation Medicine, General Hospital, Tianjin Medical University, Tianjin 300052, China )

Abstract Objective: To explore the effects of four—-week intermittent hypoxia (IH) intervention on cardiac function and exercise tolerance
in rats with myocardial infarction (MI). Methods: Twenty—eight male SD rats were randomly divided into four groups: Sham group, Sham—-IH
group, MI group and MI-IH group. The TH groups were placed in the hypoxic chamber (simulates 5 000 maltitude, 13% oxygen
concentration), at 4 h/d. The control groups were placed in normal environment. The AMPK expression, infarct size ratio, left ventricular
ejection fraction and exercise tolerance were measured after 4—week intervention. Results: Compared with MI group, MI-IH group showed
(1) decreased infarct size ratio (P <0.001); (2) increased left ventricular ejection fraction(P <0.001); (3) increased the exercise tolerance
(P <0.001);(4) increased the expression of AMPK(P <0.05). Conclusion: 4-week IH intervention can improve cardiac function and exercise
tolerance in rats with MI, which may be related to AMPK elevation.
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