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WFIEE R OBEE (I£30) : Dietary NaCl intake increases the excretion of calcium into urine,
which may lead to osteoporosis and urinary tract stone formation. In dietary NaCl-loaded
rats, we have found that the expression of calcium reabsorbing molecules on the distal
tubule increases while the protein expression of a molecule that enhances calcium
reabsorption in the proximal tubule, claudin 2, is decreased. NaCl ingestion may lead to
calcium loss in part via reduced expression of claudin 2. In the kidney, Na*/Ca2*
exchanger 1 (NCX1) is mainly expressed in the distal tubule and the vascular smooth
muscle. In vivo renal cortical administration of NCX1 inhibitor in rats lead to a decrease
in serum phosphate without altering calcium dynamics, and it also decreased urinary
protein and glomerular size. These observations suggest a role of renal NCX1 in
phosphate metabolism and control of urinary protein and intraglomerular pressure, which
are important aspects of chronic kidney disease.
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