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Abstract

AIM To investigate the effect of dipfluzine on KCNQL/KCNE1 potassium currentsin order to explore its antiarrhythmic
mechanism. METHODS Using two electrode voltage-clamp technique, KCNQ1/KCNELX currents heterologously expressed

in Xenopus oocytes were studied. RESUL TS Dipfluzine (0.3-30 umol -L'l) concentration-dependently inhibited
KCNQVKCNEL currents. The concentration for half maximal inhibition (IC5O) is(8.9+1.8)umol Lt Dipfluzine induced
inhibition of KCNQL/KCNEL currents was voltage-dependent at membrane potential s between -10 and 90 mV. Dipfluzine
at 10 umol L1 shifted the half-point of activation(VllZ) of KCNQL/KCNEL currents activation by 3 mV toward more
positive potentials, and significantly increased the activating time constant thus slowed KCNQL/KCNEL currents

activation. Dipfluzine at 10 pmol Lt significantly decreased the slow and fast deactivating time constants thus enhanced
KCNQL/KCNEL1 currents deactivation. CONCLUSION Dipfluzine inhibits KCNQL/KCNEL1 currents and modifies its
kinetic characteristics, which may be correlated with its antiarrhythmic effect.
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