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Anion efflux and intracellular Ca? increase have been known to play important roles in
cell volume regulation during hypotonicity. This study was carried out to explore the
mechanisms of hypotonicity—induced intracellular Ca* elevation and characterize anion
conductance activated by hypotonicity in the principal cells of freshly isolated rat
cortical collecting ducts. Using Fura—2 fluorescence Ca* imaging and whole-cell
voltage—clamp techniques, it was found that a nicardipine—sensitive Ca®" entry pathway
was involved in the mechanisms underlying the hypotonicity—induced intracellular Ca®
increase and a NPPB-sensitive/glibenclamide—insensitive Cl~ current was activated by
hypotonic stimulation in the principal cells of rat cortical collecting ducts.
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nicardipine—sensitive Ca® entry
contributes to the hypotonicity—induced
increase in [Ca*], of principal cells in
rat cortical collecting duct. Cell Calcium.
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