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Gitelman syndrome (GS) and Bartter syndrome have in common the cardinal symptoms of renal
salt wasting, hypokalemic metabolic alkalosis, and elevated plasma renin and aldosterone levels but
normal blood pressure. On the basis of clinical presentation, additional symptoms, and the biochemical
profile, especially with repect to calcium and magnesium handling, these two syndromes can be
discerned. It is well known that chronic intake of furosemide or thiazide cause phenotypic features of
Bartter syndrome or Gitelman syndrome, repectively. Long-term abuse of furosemide can cause
medullary nephrocalcinisis and chronic interstitial nephritis. We describe a case showing features of
both GS and Bartter syndrome with a review of literature. A 39 year old woman presented with
muscle weakness for 1 year. Her laboratory results showed hypokalemia (K' 2.0 mEqg/L), meatbolic
alkalosis (pH 7.51, PCO; 51.4 mmHg, HCOs 39.9 meq/L), and hypermagnesiuria (FEMg=14.5%) and
hypocalciuria (urinary calcium/creatinine mmol/mmol=0.04), which are typical features of GS. She also
revealed severe dehydration and medullary nephrocalcinosis on her KUB, which are features of
Bartter syndrome. After long denial, she admitted that she had taken furosemide 160 mg/day for 4
yvears and then has been taking thiazide 100 mg/day since one year ago. It is thought that thiazide
makes features of GS on chronic interstitial nephritis which may be caused by furosemide.
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