
ADH treatment always reduced PRC in DI rats regardless of the potassium 
intake. 

The present study demonstrates that a:'K+-free diet did not increase PRe 
in DI rats; however, PRC of ADH-treated rats on a K+-free diet was higher 
than that of ADH-treated rats on a normal diet. Although the difference was 
not significant, such a tendency suggests that, in the presence of ADH, potassium 
deficiency might stimulate PRe in DI rats as in normal rats. In contrast, PRe 
in DI rats was significantly reduced on a high K+ intake. This finding is con­
sistent with the inhibitory effect of potassium on PRC observed in other experi­
mental animals. 7 , S Since PRC of ADH-treated rats on a high potassium diet 
was significantly lower than that of ADH-treated rats on a normal diet, one 
might speculate that the effects of these two inhibitors on renin release are 
additive and probably have different mechanisms of action. As in other 
studies 1, 2 ADH administration significantly decreased PRC of DI rats on a 
normal diet. 

Although the present study has not dealt with the mechanism by which 
ADH or potassium inhibits renin release, several actions might be postulated, 
e.g. a direct action of either ADH or potassium on the granular cells or the 
renal baroreceptor, an indirect action of potassium mediated through changes 

TABLE 2
 

PLASMA RENIN CONCENTRATION IN ADH-TREATED DI RATS
 
ON VARYING POTASSIUM INTAKES
 

Renin 
(ng Allml/h) 

NormalK+ HighK+ 

Dr 97±11 74±16 44±5 
Dr +ADH 71±13* 53±5 * 34±3 * 

Values presented as mean ± SEM; * p < 0.01. 

in sodium delivery to the macula densa, or indirect effects of ADH as a result 
of water or sodium retention. 

Finally, the fact that ADH treatment consistently diminished PRC in DI 
rats regardless of the potassium intake strongly suggests that the absence of 
ADH either directly or indirectly is the principal factor involved in the elevated 
PRC characteristic of DI rats. 
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