
CORRESPONDENCE

Angiotensin antagonists could increase urine
production and drinking in order to decrease
renal problems in diabetes and hypertension
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I was very interested to read the recent
commentary by Sofue and Kiyomoto1 in the
journal entitled ‘Angiotensin II receptor
blocker is a renoprotective remedy for meta-
bolic syndrome’, which refers to two articles on
the same subject to be published at the same
time. These are interesting articles but appear
to have missed the point as far as basic
physiology is concerned. There have been
some publications showing that in mice
knock-out of either the angiotensin receptor2,3

or the renin gene4 generates animals that
produce copious amounts of urine and there-
fore drink appropriately increased volumes
of water in compensation. Under normal
circumstances this would increase the volume
flow through the kidneys, which could lead to
an increase in kidney function. Now the
question is, would inhibition of the renin–
angiotensin system have the same effects?

Recently, a letter has been published5 about
the use of blockers of the renin–angiotensin
system and obesity. It was suggested that
the observed increase in water drinking in
response to the use of an inhibitor of the

angiotensin-converting enzyme was responsi-
ble for the decrease in weight of the obese
animals. An increased drinking response has
been observed in several studies now in rats
and mice using either inhibition or ‘knock-
out’ of the renin–angiotensin system in obese
animals. An increased fluid intake could be
assumed to help renal dysfunction as well. In a
response to a clinical trial using the angiotensin
receptor antagonist Candesartan and looking
at the renal function of diabetic patients, it
was suggested that increased drinking could
induce decreases in microalbuminuria.6

This is all part of the normal physiological
responses to manipulation of the renin–angio-
tensin system, and therefore I would like to
suggest that water consumption and urine
excretion be monitored and published in all
future animal studies on the use of drugs that
block the renin–angiotensin system.
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