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Figure 1. Effect of SKF on BK-induced Ca?* influx..
BK (10nM) was administered at specified time in the
presence (closed circles) or absence (open circles) of
SKF (100 i M).
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Figure 2. Effect of SKF on BK-induced Ca?* response.
SKF was administered 6 min after the treatment of BK
for 7 min , and then removed.
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Figure 3. Dose-dependent effects of SKF on BK-
induced Ca* influx. The cells were pretreated with
various concentrations of SKF (10-200 2 M) for 10 min
before the addition of BK (10nM).
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Figure 4. Effect of SKF on BK-induced NOx
production. The cells were pretreated with various
concentrations of SKF (10-100 £ M) for 10 min
before the addition of BK (10nM). Samples are taken
10 min after the addition of BK.



