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[ Abstract] Objective: To observe the effects of gap junction inhibitor Heptanol on hemodynamics
and myocardium in isolated SD rat hearts. Methods: (1) The Langendorff perfusion model was
established. The SD rat heart was perfused with Heptanol. The effects of Heptanol on the systolic and
diastolic function were observed. (2) The regional ischemic model was established by ligation of the left
anterior descending branch of coronary artery. The effects of Heptanol on hemodynamics of isolated SD
rat hearts were observed. (3) The influence of ischemia and Heptanol on myocardium was observed with
transmission electron microscopy. Results: (1) Heptanol could decrease dp/dt max and LVSP, but
had no effect on LVEDP in normal heart. (2) Ischemia could decrease LVSP and dp/dt max and
increase LVEDP. Heptanol had no more influence on the downregulation of the heart function. (3)
Transmission electron microscopy revealed that Heptanol could decrease the damage of myocardium

induced by ischemia.  Conclusion: (1) Heptanol could decrease systolic function of the heart, but had
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no effect on diastolic function. (2) Heptanol could reduce the damage of myocardium induced by ischemia.
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