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A I A The nitric oxide-cyclic guanosine monophosphate pathway inhibits the

bladder ATP release in response to a physiological or pathological
stimulus
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The nitric oxide-cyclic guanosine monophosphate pathway inhibits the
bladder ATP release in response to a physiological or pathological stimulus
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W RE4 : The nitric oxide-cvclic guanosine monophosphate pathway
inhibits the bladder ATP release in response to a physiological
or pathological stimulus
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