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Regulatory Factors and Related Arrhythmias of Inward Rectifier Potassium Current
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[ Abstract] Myocardial inward rectifier potassium current (/,, ) is mediated by Kir2. 1 channel,a member of inward rectifier potassium
channel ( Kir channel) family. When the cell membrane potential at the resting level, Kir2. 1 channel was open and K" outflow increased.
However, the permeability of Kir2. 1 channel decreases with cell membrane depolarization, resulting in the decrease of K outflow. I, is the

main component of resting potential of cardiomyocytes,and plays an important role in arrhythmias. The purpose of this paper is to review the

research progress about both the regulation and related arrhythmias of 7, .
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