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A CASE OF ENTERIC HYPEROXALURIA AFTER ILEAL
AND COLONIC RESECTION FOR CROHN’S DISEASE
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A 23-year-old man who frequently passed pure calcium oxalate urinary stones after resection

of about 100 cm of his ileum and all of his colon for Crohn’s disease is presented.

Various clinical data, including sodium oxalate loading test, disclosed that hyperabsorption of

oxalate from the intestine was the cause of recurrent urolithiasis, which had been well controlled by

the adherence to a low-oxalate, low-fat diet and medication of calcium lactate for more than two years.

To our knowledge, this is the first reported case of enteric hyperoxaluria due to Crohn’s disease

in Japan.
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Fig. 1. Photomicrograph of the urinary sediment (x400). Note
numerous calcium oxalate dihydrate crystals, some of
which are aggregated.

*

Fig. 2. Plain X-P of the left pelvis shows three ureteral stone shadows in a line

(arrows), and IVP discloses moderate left hydroureter and hydronephrosis.
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Fig. 3. Stone analysis by infra-red spectrophotometry reveals that the stone is

composed of pure calcium oxalate.

Hb 14.2 g/dl, Ht42.9%, gifn 5k% 7, 600/mm3 |y
M 26.9 X 104/mm3. fggsE k2 3 GOT 52 mU/
ml, LDH 148 mU/ml, Al-P 86 mU/ml, &V v
v 0.7 mgldl, 7oA B 6.7¢g/dl, 773 42 g/dl,
av A5 a—yv 114 mg/dl, [REE 6.4 mg/dl, ~ U 7Y
25 4 K 119 mg/dl, Mg 79 mg/dl. EfRE ; Na 145
mEq/L, K 3.9 mEq/L, Cl 106 mEq/L, Ca 8.7 mg/
dl, Pi 3.5mEq/L, 4 # .t Ca 1.98 mEq/L. ki
W7 2558t ; pH 7.37, Pco 42 mmHg, Po; 91 mmHg,
[HCO;3~] 23.0 mEq/L.

PTH 0.1 ng/ml LI F. % TRP829%. 7 L7 F= o
« 2 W7 %A 75 mljmin.

R RE 450 ml, pH 6, FRIZAH (), FRE
(=), Ve /=52 () JRIEE Rk (+), Aif
BR, (), LR (=), CaOx SRR & R (Fig. 1).
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LOW OXALATE
+LOW FAT
DIET
FASTING

50

25

URINE OXALATE mg/day/1.73m=

Fig. 4. Urinary oxalate excretion per day on
various diets.

A 35 & OF HHER:  Na 81 mEq/L, K 32.0
mEq/L, Cl 625 mEq/L, Ca 30 mg/dl (135 mg/H),
Pi 140mg/dl (630 mg/H), i 25.5 mg/dl (115 mg/
B), 7L 7F =2 249 mg/dl.
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VEREEINPT R, ¢ IR X-P; L. BEDGI AL,
IVP CRENGRT 3 20ERER A B & U ERED
B O RS, KBERED 5 (Fig. 2).

FESH © 3 20 REEARTIVE BHL, K4
oy eyt (Nujol 1) CHEBIZER VY D & (2
KA FEETH -T2 (Fig. 3).

Sodium Oxalate Loading Test
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on barium enema.

~~\|l/mlﬂ'i<'ﬂ‘§#ﬁt_%t: M T 50 mg/H/1.73
m? U LR EE o 10h, KR - RARIA R T
20 mg/[ 1/1.73 m2, | 3fafr FCi3 15 mg/H/1.73 m2 &
HINTIL R LI (Fig. 4).

EME b Y U L ELTEER | Gregory 5% DIt
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AiEEE Rt % A7z (Fig. 5). AUHE Tix A% IR
TEEE PR3O AT L U i in U & e 5 e
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1% ThH 1203, ABFH T2 3B EEMHER L.

2B IR IEREOIEIZYIN B Z D5 T i L
1z,

RS 2 AR AR 27 0 — U85 & Bl s o
ORI TR, 7 v — R IR 72 IR e perd
fg (skip lesion) & ZEOUEHE, BAifR (cobblesto-
nes) % % (Fig. 6 A, B).

NG YRR (A 100 em), 4k BsbpRit % 5200
& S OUIRBEATRZROMY], #EEEEH X O 'ﬁ’(
ik % g HUEPERRZ %2 By % (Fig. TA). 55 PIALE
SMITIE, KEBROBEIC X 79("‘4!//5‘ e E BT *'li
BRI Y BRI U L FERE AR JIH'.’EM.
w5 (Fig. 7B).

B

Fig. 6 A, B. Skip lesion and cobblestones-like appearance typical of Crohn’s disease are shown

D boisttiL b, Al s v — ek %L
Y% enteric hyperoxaluria & ZHiL 72,

Z 5®

AT D I & RIS AE & OB ITE H U
MD1% Melick & Henneman (1958)1 Ta Y, #D#%
Deren & (1962)" 2EBHERBRRL 2 0 — LD -
Z 583051285 (4.8%) & EFIT LIESIREKS AAED &
Pie®EL T h, ZOAKRS 134 3ic CaOx &
HThACERRHIUIZ. Smith & (1972)? 3z h
DHEFROD IR I EE PRI RTINS 5 T & 2 W & »iT
U, Chadwick & (1973)® 1k bh ZO@E & BIRIEX
& 5> & D IEBE DB IEH ORI 5 ff & FFICT TS
ATDITH T A T &AL X 4L enteric hyperoxaluria
DB S T 7z, Barnest o (1974)7 T L 4ud
TS DG TIEEE ORI FEEL Y, WIS
AL OSBRSS E N D H v & 4 L&A UL U S
ik & U CHE SN2 12 it BN O 7 ov v o L &S
KU, ZOyAEMOARER TR S ULV
f v aB]DWMAD U, o T HIETS L IR
INGWERF Y 2 fw NS 5120, EBROBE
75 OIS % & FH LT 5 (Fig. 8). 15
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B
Fig. 7 A,B. Macroscopic view of the resected ileum and colon,
and histopathology of the ileum.
Mechanism for Enteric Hyperoxaluria TERLDIAREE (A. Hodgkinson, 1977)
. =X AE SR
Fat /)Cg' ,OxaLate in food (130mg/H) (15—45mg/R)
T ¥ | |
insoluble i _
| CaOx wRT -
Soap E 4—6mg _____4(_3;?:_6_'_]_?9 _____
m 1 soluble | in body ‘ e
| NaOx > HEICL B (0.45mg)
| S T
v 70— 100mg/ B
Steatorrhea CaOx in stool : s l
55 ;3
Fig. 8. (10—50mg/B) (20—50mg/ B)
Fig. 9.
AT, Ao 5~ 7 2RSS NAI1TH#E ¥ 750w
$5 100 cm L) B[R MBI 2 52 1o T Z
DOPIUE30%1C b Koy & REL TN AP, JRIE 2 g R Tl X 2 WU TO 4.
Hodgkinson (1977)'" |3 £EED ANFL% % Fig. 9 I. Increased endogenous production

DT ELFEHTEH Y, Williams (1979) 13,8158 Primary hyperoxaluria, types I and 11
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Pyridoxine deficiency

Ingestion of oxalate precursors
Ethylene glycol
Ascorbic acid

Methoxyflurane

11I. Increased exogenous oxalate

Massive oxalate ingestion

Enteric hyperoxaluria

EROBEY > ORI+ 58, 2B, [E, X
BO$T_TOELT, U bitiick 2 2 EMXTH
Ishivs T & Binder (1974)% 12X b B 5 HIT L
TWADHS, Ll Dobbins (1977) 519 (XEERD I
T KIBOFENRARTH S E bW E L T
5. ZOBHIBICRE TE- 2Bk BicEn T
AR CEBOB@ERTHE XSS L) “permeabi-
lity” b5 Th 5. AHIT1 BRABBRIFHEL D
TUSEEEEETITL-TLOREEBURZZT
TWAIDH P ANZY. WFIUL LT $ BRREIIT
wErHZ 2T, BERW vy Y A, B, BRI
HHVIIBERMEELEZHTH Y, SRFEHT KD
D EEDLNA.

FRABED I HREZEED TR O 129 400~
600 ml/f & xb» T, 1 HRMEBRITE
FELBTH - 2038, RARE & 8.0 mg/dl LIFEIC
BB HOERICRESBELII D EELS.

@R BR BT VLR BUR2 2T, B
FERERTICE U TR A2 DA S AR ERI I Uk
WCOBBEERIRAE & 72 b B AR LIS - Toflin%e, KB A
FERFEELIY L0 MERRCKTR» 2D ELA
bNLAYS, BIFTRFE (1976) 5 IOWHMEL I B
B & 5 LSBT 221 T A ERICBR G 2hRL
TBICRENA X5 THS.

7 v = RENIDECEEEYERED 12 LT
LY HTHN, ZOBEEENIYD 5NI197TEE TIK
Dred &b RTPIVHEREICY v — VR EBRHINTE
HYEZEERWIMUTNA X5 TH217H, BEKFHEIC
Hord ENETIAHTCEAMEERTH 5. WIREFHH
BeoAHES UTBEEME, B - BhE, RE
FAZE, RMFERERZENDH B, ABFIOL 5 KHEEI
r7a—iR el s, BEBKREZELUER LV
v &SRB 2 B BEL 12 &0 ) I A B DS A RS
1HBTHA.

enteric hyperoxaluria D EATAE X ERIEBIGEIEDS
BITHA. —RICIZNEFEERMTIIEE 225750
BHEOBBEEYTLARFD L 5 TR ORUE Tl
VA DRZERT 5 BRI REEE VP B ETDH

Table 1. AHFEHREHERE (mg/l00g)
(A. Hodgkinson, 1977)
BEE % 2 L B8 W=
(100<) (10—100) (1 —10) (0—1)
x # A T [ Sc F o~y
HliEH TRVAITA Ly X iR
KoLy aly CrHM4E HEFw
Rz BN FF 4Fd EX ]
a3ar a-k-— B AR
Fadalb—¢t LA
EDE *® E—N
E—aw

%. Table 1 {3 Hodgkinson (1977)1 k haiHUIz
AYHEREERTH 5.

Earnest 57 D@L b {EfEEA, #ovy o AHOH
By EReEbNs, AFSHBRA VY L (68/H)
REMREL, 3 ERMBEEL TV, Calx
HEROWD S A, BALEREL TSV, 20MTE
BORNESER LTIV AF T 3 9, DEAE &
v — 2 (diethylaminoethanol-cellulose)'® 73 2 h3Ek 2
LTS,

L5 E

2388, HTF T/ v~ URICk b REBGR 221
%, BERH VY AERPHEENCGERL, EREmICE
EHIBAL 72T, BETFO
TEMEEE & b IRE L.

7 u— VIR TR AER B U IFlI A TR T
OB LIPIETHS.

ARAEFI DR B H28ENMR ST E A T 2 FE
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