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Fig.1 I-U curve of unitary current in KCa channels in the presece of 0.5 umol/L Ca2®
in the bathing solution
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Fig.2 Curves of open probability (@) and open time (H) of KCa channels vs voltage in
the presence of 2 pmol/L Ca2™ in the bathing solution
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Fig.3 Effects of [Cazﬂi on the channel activity at the membrane potential of +20 mV
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Fig.4 Effects of NO on the open probability of the channel A: Control; B: SNP was
adopted in inside—out configuration; C: SNP was adopted in cell-attached
configuration; D: GC+SNP were adopted in cell-attached configuration
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