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Rheumatoid arthritis accompanied by Gitelman syndrome

Min Gi Park, Ji Hyun Lee, Sung Jun Kim, Su Ho Park, Suk Ki Park, Joon Sul Choi, Ji Yeon Hwang

Division of Rheumatology, Department of Internal Medicine, Maryknoll Medical Center, Busan, Korea

Gitelman syndrome is a condition caused by a mutation of the thiazide sensitive Na-Cl cotransporter gene
on the distal convoluted tubule. It results in a variety of clinical features, including hypokalemia, hypomagne-
semia, hypocalciuria, and metabolic alkalosis. It is often diagnosed in asymptomatic adults presented with
unexplained hypokalemia; however, it is sometimes associated with muscular cramps, numbness, fatigue,
weakness, or paralysis. We experienced a case of rheumatoid arthritis accompanied by Gitelman syndrome,
presented with hand tremor. We diagnosed her using renal clearance study and genetic analysis. Here,
we report our experiences regarding this case along with a literature review.
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Fig. 1. X-ray of the hands. Radiograph of both hands shows soft
tissue swelling and periarticular bony erosions in the 3rd and 4th
proximal interphalangeal joints.
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Table 1. Result of renal clearance study

Water Thiazide Furosemide

loading loading loading
CH,0 (mL/min 100 mLGFR) 9.8 10.3 1.9
Ca (mL/min 100 mLGFR) 1.3 5.0 21.8
DFCR (%) 88.0 67.0 7.9
FDDC (%) 9.9 12.8 21.2
FExa (%) 1.3 43 2.5
FEx (%) 9.4 9.7 44.8
FEa (%) 1.4 4.5 31.3
FEys (%) 1.9 17 16.2
FEc, (%0) 2.0 1.2 11.2

Cr,0, free water clearance; Cq, chloride clearance; DFCR,
distal fractional chloride reabsorption; FDDC, fractional distal
delivery of chloride; FEx,, fractional excretion of sodium; FEg,
fractional excretion of potassium; FEq, fractional excretion of
chloride; FEug, fractional excretion of magnesium; FEc,, frac-
tional excretion of calcium.
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Fig. 2. X-ray of the knee (A) anterior-posterior and (B) lateral
images. No chondrocalcinosis was found.
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