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Summary Ivabradine can selectively inhibit I; current by mediating hyperpolarization-activated cyclic nucleo-
tide gated cation (HCN) channel, resulting in the decreased rate of phase 4 automatic depolarization in the sinoatri-
al node and consequently, the heart rate. Recent studies have found that ivabradine can not only improve myocardial
energy supply by lowering heart rate, but also prevent heart remodeling and improve long-term prognosis. Current-
ly,ivabradine has definite therapeutic effect on heart failure, angina pectoris and inappropriate sinus tachycardia.

Here,we aim to introduce the electrophysiological mechanisms of action of ivabradine and the progress of salient
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studies that lead to its current clinical use.
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