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ABSTRACT TE144418

This study was conducted to compare the renal response to hypertonic NaCl (5% NaCl
solution) infusion via the femoral vein or mesenteric vein in control rats and in nephrotic rats in which
experimental nephrotic syndrome (NS) was induced. NS was induced by a single intravenous injection
of adriamycin (ADR). The experiments were carried out at 2-day (ADR2 rats, ADR 7.5 .mg/kg iv)
and 21-day (ADR21 rats, ADR 5 mgskg iv) after injection. The nephrotic rats (ADR2, ADR21)
developed hypoalbuminemia and proteinuria. During control period, the nephrotic rats showed plasma
sodium and plasma potassium, and the urinary excretion of sodium and potassium significantly lower
than that control rats. The ADR21 rats showed significantly decreased in renal plasma flow (RPF),
glomerular filtration rate (GFR) and urinary sodium excretion ( E,, J than that in control and ADR2
rats, whereas there were no significant differences between ADRZ2 rats and control rats in RPF and GFR.
The aim of these experiments was to examine whether the deficit in renal sodium excretion in nephrotic
rats is related to an impaired response to sodium loads to hepatoportal Na-sensitive mechanism. The
measurements were examined before and after continuous infusion of hypertonic NaCl solution at 20
pl/min for 30 min into either a femoral vein (FV) or a mesenteric vein (MV). In the control rats,
mesenteric infusion produced a faster and longer rise in E,_ than femoral vein infusion. In ADR2 and
ADRZ21 rats, FV or MV infusion caused increases in E,, in the same magnitude (in each group of rats)
but the maximum increases were lower than in control rats. Although, the maximum increase in E,, of
ADR21 rats was markedly smaller, it was more sustained than in control rats. The data suggest that the
influence of hepatorenal reflex on renal sodium excretion is markedly blunted or absent in nephrotic

animals.





