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A Case of Distal Renal Tubular Acidosis and Sjogren’s
Syndrome in a Patient with Autoimmune Thyroiditis

Hye Rim An, M.D.", Sung Chang Bae, M.D.", Ki Byung Lee, M.D.'
Yong Kyu Lee, M.D.", Jwa-Kyung Kim, M.D.", Hyeong Cheon Park, M.D."
Sung Kyu Ha, M.D." and Jung Eun Lee, M.D.2

Department of Internal Medicinel, Gangnam Severance Hospital,
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Yonsei University College of Medicine, Seoul, Korea

A 52-year old woman, who had hypothyroidism associated with autoimmune thyroiditis for 5 years, was
hospitalized for tingling sensation and muscle weakness of both lower extremities. Her initial laboratory
findings showed severe hypokalemia, metabolic acidosis, and high titer of thyroid autoimmune anti-
bodies. She was diagnosed of distal renal tubular acidosis by bicarbonate loading test (FEHCO3 <3.0
%) and renal calcifications on pre-enhanced CT scan. Since she had other symptoms of xerostomia
and xerophthalmia, primary Sjogren’s syndrome was diagnosed by Schirmer test, salivary scan, and
serologic findings. She was treated with potassium citrate, potassium chloride, and hydroxychlorquine.
Four months later, she has remained well with those treatments. There were only a few case reports
about distal renal tubular acidosis associated with Sjégren’s syndrome and autoimmune thyroiditis. In
Korea, there has not been any report of such cases. Therefore, we report a case of distal renal tubular
acidosis and Sjogren’s syndrome in a patient with autoimmune thyroiditis.
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SRE P FEEAA (Synthyroid® 0.1 mg/day)
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mg/dL) 02 Z71Ee] 3y AAIFEEd A (IgA) 291.3
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Table 1. Results of Bicarbonate Loading Test

Blood Urine
- FEHCOs™ (%)
pH HCO3™ (mEq/L) Cr (mg/dL) pH HCOs;  (mEq/L) Cr (mg/dL)
0 hr 7.31 17 0.73 7.5 7 38.18 0.8
2 hr 7.42 23 0.68 7.5 17 33.32 1.5

Fig. 1. Pre—enhanced CT scan shows
small calcifications in right kid-
ney (white arrows).
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