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A Case of Anorexia Nervosa Complicated by Pseudo-Bartter Syndrome
Hiroyuki Kodama, Seigen Gon and Shosuke Watanabe

Some cases of anorexia nervosa complicated by pseudo-Bartter syndrome have
been reported. Herein we report a case of anorexia nervosa complicated by pseudo-
Bartter syndrome, continuation of hypokalemia and irreversible renal organic
changes despite cessation of abuse of diuretic agents and laxatives.

The patient was a 20-year-old female with chief complaints of weight loss,
vomiting, and amenorrhea. Weight loss began when she was 15 years old. Self-
induced vomiting and abuse of diuretic agents began at 17 years of age. After
entrance into junior college, she entered this hospital. The findings were hypo-
kalemia and metabolic alkalosis. Our diagnosis of this case as pseudo-Bartter
syndrome was mainly based on renin-angiotensin system data and a 0.45% NaCl
loading test. Because of continuation of hypokalemia despite the disappearance of
vomiting and cessation of abuse of diuretic agents and laxatives, we did a renal
biopsy. As a result, we found hyperplasia of the renal juxtaglomerular apparatus.

Consequently, we suppose that long-time vomiting and abuse of diuretic agents
and laxatives can cause irreversible renal organic changes and continuation of
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Table 1. Laboratory findings on admission
Height 155.3 cm
Weight 33.5kg (—33%)
Pulse rate 56/min,
Resp. rate 16/min .
Blood pressure 100/66mmHg
Mineral
Na 132mEq/1
K 1.5mEq/1
Cl 66mEq/1
Cholesterol 280mg/dl
Blood gas
pH 7.544
PaCoO, 55.4mmHg
PaO, 79.2mmHg
BE +22.6mEq/1
HCO,4 47.7mEq/1
CBC: WNL
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Fig. 1. Clinical course
Table 2. Renin-Angiotensin system data AERWIZY b5 TEK
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Fig. 2. Hyperplasia of the Juxtaglomerular cells Yl ez L 0 IS KE I IE
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Fig. 3. Hyperplasia of the Juxtaglomerular cells
(PAS stain, x200)

Fig. 4. Increase of the Renin granules (EM)
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