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Gitelman’s syndrome (GS) (also called tubular hypomagnesemia-hypokalemia with hypocalciuria), an
autosomal recessive disorder, is often not diagnosed until late childhood or even adulthood. GS is a
more benign condition than Batter’s syndrome. However, the syndrome is usually symptomatic and
can be associated with serious clinical manifestations such as cramps, severe fatigue, polyuria, and
nocturia. Patients with GS have mutations in the gene coding for the thiazide-sensitive Na-Cl
cotransporter in the distal tubule. A defect in this transporter can account for both the magnesium
wasting and the often marked decrease in calcium excretion (the opposite of the hypercalciuria seen
in classic Bartter’s syndrome). There is no direct correlation between the clinical phenotype and the
underlying genotypic abnormality. A 37-year-old man was admitted with complaints of intemittent
chest tightness and generalized weakness. He had no history of laxative or diuretic abuse or of vom-
iting, and he was taking no medications. Physical examination revealed a well-developed. His blood
pressure was 124/80 mmHg. On admssion, laboratory values were: hemoglobin 17.0 g/dl, hematocrit
48.9%, white blood cell count 11,500/mm’ platelet 424,000/mm®, BUN 18 mg/dl, serum creatinine 1.20
mg/dl, AST 27 IU/L, ALT 29 IU/L, serum sodium 137 mEq/L, potassium 2.5 mEq/L, calcium 10
mg/dl, magnesium 1.2 mg/dl, TTKG 5.0, supine PRA 32.1 ng/ml/hr, supine aldosterone, 218.9 pg/ml,
pH 7.44, PCO; 405 mmHg, HCOs; 26.9 mEq/L. Follow-up laboratory values revealed: serum sodium
133 mEq/L, potassium 2.2 mEq/L, calcium 9.8 mg/dl, magnesium 1.4 mg/dl, TTKG 5.3, supine PRA
48.2 ng/ml/hr, supine aldosterone 402.9 pg/ml, pH 7.45 PCO; 39 mmHg HCO;3; 274 mEq/L, 24 hours
urine calcium/creatinine ratio 0.09, fractional excretion of magnesium (FEMg) 56.5%. The patient was
discharged on spirolactone 100 mg. Three monthe later, he remained asymptomatic and near normal
serum potassium level.
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