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Dahl salt-sensitive hypertensive rats (DS rats, 3 wks of age) were divided into three
groups for oral administration of vehicle (vehicle group) or ARB either continuously from
6 to 16 wks of age (continuous ARB group) or transiently from 3 to 10 wks of age (transient
ARB group) and fed high salt diet from 6 to 16 wks of age. DS rats fed a normal salt diet
were used as controls (control group). Not only continuous ARB treatment (SBP 149+ 9 mmHg)
but also transient ARB treatment (SBP 142+7 mmHg) significantly improved hypertension
at 16 wks of age with reduction of urinary protein excretion, as compared to vehicle group
(SBP 199=*15 mmHg). With respect to the regulation of ATRAP expression in the kidney,
the renal ATRAP expression was significantly suppressed in vehicle group compared with
control group. However, transient ARB treatment as well as continuous ARB treatment
significantly recovered the suppressed renal ATRAP expression. These results indicate
that the transiently administrated ARB-mediated sustained activation of renal ATRAP
expression may play a role in the long—term therapeutic effects of ARB even after
withdrawal on hypertension and renal injury in salt—induced hypertension.
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