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Brief Note

Bartter’s Syndrome and Pseudo-Bartter’s Syndrome

Accépted for publication on January 6, 1989

Key words : Bartter’s syndrome — pseudo-Bartter’s syndrome —
furosemide abuse — anorexia nervosa

Bartter’s syndrome is characterized by hypokalemia, normotensive hyper-
reninemia, hyperaldosteronism and vascular insensitivity to stimulation with
angiotensin IL"?® And it is often difficult to distinguish Bartter’s syndrome
from pseudo-Bartter’s syndrome,® a condition which may be caused by
diuretic or laxative abuse or may be accompanied with anorexia nervosa.
In this paper, we describe four patients who presented with hypokalemia. In
one of these four patients, observations led to the diagnosis of Bartter’s syndrome,
and remaining three patients were distinguished from Bartter’s syndrome as
having pseudo-Bartter’s syndrome, since two of the three patients admitted to
taking of furosemide (diuretic), and one of them showed anorexia nervosa.

As shown in Table 1, the patients with pseudo-Bartter’s syndrome as
consequence of diuretic abuse or one such patient accompanied with anorexia
nervosa were not clearly distinguished from the patient with Bartter’s syndrome
by any examination, though urinary chloride determinations® or urinary potassium
determinations in response to spironolacton® may be of considerable value for
the purpose. Diuretic abuse generally has been dismissed on the basis of the
patient’s denial of this ingestion even if being mentioned of search for diuretics
in the urine. Therefore, it is recommended to perform an assay for diuretics in
the urine in patients who have obscure hypokalemia to exclude self-intoxication
with diuretics to attain a slim figure. Although the cause of Bartter’s syndrome
is still controversial, excess renal prostaglandin production® and an intrinsic
prostaglandin-independent impairment of chloride reabsorption by the loop of
Henle® have been suggested as etiological factors. Recently, very interesting
studies are reported concerning the action of furosemide that furosemide releases
renal prostaglandin™ or it acts at the thick ascending limb of Henle’s loop
resulting in an impairment of chloride reabsorption.” This suggests that Bartter’s
syndrome and pseudo-Bartter’s syndrome (due to diuretic abuse) may develop
on the same pathognomonic basis.
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