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TWO CASES OF 2,8-DIHYDROXYADENINE STONE WITH A
PARTIAL DEFICIENCY OF ADENINE
PHOSPHORIBOSYLTRANSFERASE

Osamu Osawa, Takasi Ohara and Yosuke Komatz
From the Department of Urology, Kansai Medical University

We report two cases of 2,8-dihydroxyadenine stones due to partial deficiency of adenine phos-
phoribosyltransferase. The first patient is a 4l-year-old female. Radiologic examination revealed
left radiolucent renal stones and contracted kidney. Left nephrectomy was performed. Infrared
spectrometric analysis of the stones revealed 2,8-dihydroxyadenine calculi. The adenine phosphori-
bosyltransferase activity in lymphocyte (T cell) was 19.5% of the control level. After the operation,
the patient was given 300mg/day of alloprinol. There have been no signs of recurrence.

The second patient was a 52-year-old male. Radiologic examination revealed radiolucent
stones of the right kidney and the urine bladder. Percutaneous nephrolithotomy and cystolitho-
tripsy were performed. Infrared spectrometric analysis of the stones revealed 2,8-dihydroxyadenine
calculi. The adenine phosphoribosyltransferase activity in the lymphocytes (T cell) was 21% of the
control level. After the operation the patient was given 200 mg/day of alloprinol and put on a low
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purine diet. There have been no signs of recurrence.

(Acta Urol. Jpn. 37: 1535-1538, 1991)
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Fig. 1. IVP showed left radiolucent renal stones
and contracted kidney in case I.

Fig. 2. CT-scan and Venocavography revealed
left inferior vena cava in case l.
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Fig. 3. Family pedigree of case I, showing in-
heritance of adenine phosphoribosyltr-
ansferase deficiency.
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Fig. 4. IVP showed radiolucent right renal,
right ureteral and bladder stones in
case 2.
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Fig. 5. Family pedigree of case 2, showing in-
heritance of adenine phosphoribosyl-
transferase deficiency.
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