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mechanisms may come into play accounting
for normalization of fluid volumes. During
the adult period PRA and aldosterone levels
are suppressed and mechanisms which nor­
mally stimulate their secretion are inopera­
tive. Alternatively, mechanisms which inhibit
these systems are operative.

In summary, activation of the renin-an­
giotensin-aldosterone system in weanling
SHR was associated with increased renal
Na+-K+-ATPase activity. Enhanced activity
of this enzyme may be involved in the in­
creased salt retention observed in SHR at
this stage. Consequently, the kidneys through
their capacity to expand extracellular fluid
volume may play an important role in the
genesis of hypertension in SHR.
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