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EIDITORIAL
This issue of- the Journal contains a short

symposium on new oral diuretics. This is a
field that is developing so rapidly that it is difficult
to cover it adequately: since this symposium was
planned no fewer than four new proprietary oral
diuretics have appeared on the British market.
With the exception of the I7-spirolactosteroids,

the use of all these drugs is attended by some dis-
advantages when compared to that of the mer-
curials given parenterally, though the oral route
makes diuretic therapy so much easier for both
patient and doctor that it is not surprising that
the demand for these drugs has increased enor-
mously and that they are often given under
unsuitable circumstances when complications may
arise. Mercurials, especially when given with
ammonium chloride, rarely cause hypokalaemia
or hypochloraemia; resistance may occur to their
effects (though diuresis may then often follow the
use of oral drugs). Oral diuretics, however, not
uncommonly cause so much potassium loss that
hypokalaemia occurs. When given, for any length
of time, they should be accompanied by potassium
supplements, and it is a wise precaution to collect,
every now and then, a 24-hour specimen of urine
passed by any patient in the ward receiving one
of these drugs for a long period, so that it can
be checked that the output of potassium is not
inordinately high. With the I7-spirolactosteroids,
of course, the risk is the reverse one and hyper-
kalaemia may occur. This reversal of the potas-
sium-losing effects of other oral diuretics is a
valuable property of the aldosterone antagonists

and may possibly be exploited more in the future
by the frequent use of one of each type of drug,
in combination.

In hepatic cirrhosis the use of benzthiazide
derivatives may lead to the development of coma
and- recent work by Read et al.4 strongly suggests
that this results from urinary potassium loss. It
has been suggested' that an existing cellular
potassium deficiency may be aggravated; this
may well be true and it is possible that the im-
provement sometimes noted in the general con-
dition of patients with cirrhosis and ascites treated
for long periods with aldosterone antagonists may
be due to the replenishment of cellular potassium.
It should be remembered, however, that chloro-
-thiazide has been shown to increase the am-
monium content of arterial blood in these patients,
and the same workers suggest that in hypo-
kalaemia the entry of ammonium into the cerebral
cells may be facilitated.2 This ammonium may
be partly formed in the kidney itself, for it has
been shown that the intravenous administration of
chlorothiazide to patients with cirrhosis greatly
increases the ammonium content of renal venous
blood.3
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