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FOUR CASES OF URINARY LITHIASIS ASSOCIATED WITH
CHRONIC INFLAMMATORY BOWEL DISEASE

Takeshi Takahashi, Toshiro Terachi, Takahito Sohma,
Akito Terai, Hideo Takeuchi and Osamu Yoshida
From the Department of Urology, Faculty of Medicine, Kyoto University

We report 4 cases of urinary lithiasis associated with chronic inflammatory bowel disease.
All cases were surgically treated and the mode of operation was total colectomy in two cases,
ileal resection (I m) in 1 case and total colectomy and ileal resection (1 m) in 1 case. The com-
position of the stone was uric acid in 2 cases treated with total colectomy and carcium oxalate in

the other 2 cases treated with ileal resection.
urine in all cases.

Hypocitruria was obsurved in 3 cases.

Low urine volume was observed in 3 casesand acid

Two cases with ileal resection showed

enteric hyperoxaruia and increased urinary excretion of oxalate was observed on the oxalate

loading test.

(Acta Urol. Jpn. 41: 127-131, 1995)
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Table 1. Urinary risk factors of the 4 cases. Urine specimens were obtained on normal diet.

case 1 2 3 4
disease ulcerative colitis Crohn Crohn Crohn
mode of operation total colectomy total colectomy ileal resection (1 m) ileal resection (1 m)
ileostomy ileostomy ileo colostomy total colectomy

ileo-sigmoidstomy

composition of the stone uric acid uric acid CaOx CaOx

body weight (kg) 50 34 16 54

urine volume® (ml) 1020 480 1320 820

urine pH** 5-6 5-6 5-6 5-6

uric acid* (mg/day) 617 571 500 468

uric acid/creatinin* (0.5-1.0) 0.62 0.90 0.44 0.36

Ca* (mg/day) (100-300) 60.3 18.5 22.9 92.4

oxalate® (mg/day) (<40) 20.0 17.6 51.1 31.4

cirtrate* (mg/day) (< 100) 5 N.D N.D 175

Mg* (mg/day) (20-200) 19 36.9 7.5 37

* . average value, case 1 : n=3, case case 2: n=1, case 3:n=2, case 4:n=6
** : range of several times

Table 2. Incidence of stone formation in patients
with chronic inflammatory bowel disease.
Note increased risk of stone formation
in surgically treated patients.

in all patients in surgically

author with the disease treated patients
(%) (%
Deren 1962°  28/583 ( 4.8)  23/342 (13.5)
Maratka 1964  10/512 ( 1.9) 9/ 75 (12 )
Gelzayd 1968°  64/885 ( 7.2)  29/179 (33 )
Fukushima 1982’ 8/112 ( 7.1) 7/ 54 (13 )
1991'°
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Fig. 1. KUB in case 2 showed left staghorn
calculi (Ca oxalate stone)

oxalate loading test

8 -
case3
6 -
4l case4
2t control
0 1 1 L )
0 2 6

NaOx 200mg

Fig. 2. Oxalate loading test
Increased urinary excretion of oxalate
was observed in cases 3 and 4
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