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Postobstructive diuresis has been associated with an impaired tubular reabsorption of sodium and
water. We examined whether there is an altered regulation of sodium transporters in the
experimentally obstructed kidney. Male Sprague-Dawley rats underwent bilateral obstruction of the
proximal ureters for 24 hr. The protein expressions of NaK-ATPase, type 3 Na+/H+ exchanger
(NHE3), type 1 bumetanide-sensitive cotransporter (BSC-1), thiazide-sensitive cotransporter (TSC) and
epithelial sodium channel (ENaC) were determined in the kidney by Western blot analysis. The
catalytic activity of Na,K-ATPase was also determined. In some rats, the obstruction was released to
collect urine samples.

Following the ureteral obstruction, the expression of al subunit of Na,K-ATPase was decreased in the
cortex, outer medulla and inner medulla, while that of bl subunit was decreased in the outer medulla
and inner medulla. The catalytic activity of NaK-ATPase was also decreased in the cortex, outer
medulla and inner medulla. The expression of NHE3 was decreased in the cortex, outer medulla and
inner medulla. The expression of BSC-1 was decreased in the cortex and outer medulla. The
expression of TSC was also decreased in the cortex. The expression of a-subunit of ENaC was
decreased in the cortex and outer medulla, while remained unaltered in the inner medulla. The
expression of b-subunit of ENaC was decreased in the cortex, outer medulla and inner medulla.
Accordingly, the urine volume and sodium excretion were significantly increased in the previously
obstructed kidney. These results suggest that the reduced abundance of sodium transporters may be
causally related with the increased sodium excretion in the postobstructive kidney.
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