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WFZER R OB (30) : KCNQL, a voltage-gated potassium channel main subunit, is
expressed in various tissues like heart, inner ear and intestine, and also known as a
causative gene for cardiac arrhythmia and deafness. The property of this ion channel
is largely dependent on its auxiliary subunit, KCNE proteins. In this study, we
1dentified some important amino acid residues for KCNQ1 channel modulation by
KCNE proteins by comparing human KCNQ1 gene to KCNQ1 homologue from

ascidian Ciona intestinalis.
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