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AL U Al 22 AV HE 7,830/
m’, ¥4 146 g/dL, APLEAR 429%, 4%
332,000/mm’0|3l &3 Hejd FHAR= Na® 138
mmol/L, K* 2.9 mmol/L, CI' 94 mmol/L, tCO2 34

g

mmol/LO|%1 2™ transtubular potassium gradient
(TTKG)E= 7.5%ck 8% A8t AV calcium 8.5
mg/dL, inorganic phosphorus 2.8 mg/dL, 3&533 85
mg/dL, BUN 11.7 mg/dL, creatinine 0.9 mg/dL, &
2F 6.5 mg/dL, FZ2HE 218 mg/dL, FHH 7.9
g/dL, &FR 47 g/dL, FUE)FH 1.0 mg/dL, alkaline
phosphatase 78 TU/L, AST 37 IU/L, ALT 33 IU/L,
magnesium  0.61 mmol/L (3% 0.7 ~1.1mmol/L),
ionized calcium 0.89 mmol/L (A= 1.14~1.29
mmol/L), 83 AFHL 283 mOsm/kgHek S
7}~ B2 pH 7.478, PCO, 43.0 mmHg, HCOs-
312 mEq/LETh 28 AP HIE 1.025, pH 5.00]%]
3o, avhl AE g HYEE, WYF T BT S
‘goldet. 24213 2 AAME 87 1,700 mL, T
54.6 mg, &FY 5.0mg, creatinine P4 81.7 mL/
min/1.73 m’, calcium 42.0 mg/24hr (432] 100~240
mg/24hr), magnesium 0.87 mg/24hr (/3= 3.06~
5.11 mmol/24hr) St} WEH Z2xAT 84 8d &
A== TYA 11.95 ng/mL/hr (37X] 0.68 ~1.36 ng/
mL/hr), A4 18.17 ng/mL/hr (0.24~4.7 ng/mLj/hr),
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Fig. 1. Glomerulus revealed juxtaglomerular hyperplasia
(Figure 1-A, PAS x400) and some proximal
tubules showed vacuoliztion (Figure 1-B, H&E
X400) and isolated tubular calcification and
interstitial fibrosis was noted (Figure 1-C, H&E
X400)

co-transporter2] o2 2|&2Q Avlv|FES, A
4EET, ALZFLT 9 IS 1ddE
% 9 Y2 HEIESS Yehls dgolgt.
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ABSTRACT

Gitelman’s syndrome is a primary renal tubular

disorder characterized by chronic hypokalemia,
hypomagnesemia, metabolic alkalosis of renal origin,
hypocalciuria with normocalcemia, hyperreninemic
hyperaldosteronism, increased excretion of urinary
prostaglandins and hyperplasia of juxtaglomerular
apparatuson renal pathology. It is a rather benign
condition not uncommonly detected in asymptomatic
adults because of unexplained hypokalemia. This
condition has been frequently mistaken for chronic
dichlozid use. We have experienced a case of
Gitelman’s syndrome in a 41-year old woman taking

diuretics for the purpose of weight reduction.

Key Words: Gitelman’s syndrome, Diuretics, Weight

reduction, Hypokalemia
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