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To investigate the cause of salt sensitivity, we used low-dose L-NAME. A
high salt diet increased the circulating blood volume regardless of the L-NAME-treatment for the
first 24 hours but it returned to the baseline in nontreated group. In contrast to the blood volume
changes, blood pressure was higher only in the L-NAME-treated group. An increase in natriuresis was

observed after treatment with hydrochlorothiazide, but not amiloride, and this change was observed

in parallel with increases in phosphorylated NCC. A change in blood pressure was not observed in the
L-NAME-treated NCC-deficient mice fed a high salt diet. Moreover, L-NAME-induced NCC activation was
demonstrated in mDCT cells. The effect of L-NAME on phosphorylated NCC was blocked by both the SPAK
inhibitor and TEMPO. TEMPO also attenuated salt-induced hypertension. In conclusion, even slightly

impaired NO may be important in salt sensitivity.
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