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Abstract In the routine electrophysiology, we found that chlorobenzyltetrahydroberberine prolonged
the APDso and depleted the potassium collection outside the cell. For the purpose of detecting chloroben—
zyltetrahydroberberine principle of action, we examined the effects of chlorobenzyltetrahydroberberine
on both whole—cell inward rectifier potassium current(ki) and delayed outward potassium current(k) in
isolated guinea pig ventricular myocytes using patch—clamp techniques. Chlorobenzyltetrahydroberberine
was found to reduce the delayed outward current in guinea pig ventricular myocytes when cells were de—
polarized by holding potential from — 40 mV to+ 50 mV. After blocking Ca” inward current with Cd-
Ck 100t mol /L. k current can be recorded. Chlorobenzyltetrahydroberberine 3 mol/L inhibited the k
30+ 4% (P <0.05), chlorobenzyltetrahydroberberine 3/ mol/L inhibited the kil apparently 15. o=
24 (P <0.05), 10 mol/L 360+ 3% (P <0.01), and 30 mol /L. 5%+ 6% (P <0.001), whereas the
inward rectifier current( ki), was not changed by chlorobenzyltetrahydroberberine from 3, 10, 30" mol/
L. Chlorobenzyltetrahydroberberine had no effect on the 1-V relationship of the inward rectifier potassi—
um current. These results suggest that the APDso prolongation induced by chloroben—
zyltetrahydroberberine was likely due to the k blocking effects. Chlorobenzyltetrahydroberberine was
therefore a selective K channel blocking agent with showing class Il antiarthythmic properties.
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