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Fig. 3 Computed tomography scan showed a local-

Fig. 1 Enterography via a long tube showed a de-
ized ascites and massive adhesion of the small in-

lay of passage and a filling defect in the small intes-

testine (arrow).

tine (arrow).

Fig. 4 During abdominal surgery, the whole of the
intestine was found to be covered with a white
opaque hard coat. The coat was partially torn,
where the small intestine was exposed (arrow).

Fig. 2 Abdominal X-ray on admission showed a
few dilated small intestine, but did not show re-
markable ileus findings such as a niveau formation.

LIRERIZER L. 4 Ly 2AEER TR O
B BEE L NG OILIRREE % iR 72 A% (Fig. 1),
SEIRDER L 727280, wWolzABRERo72. L
2L, HOBEWAHBE LFLSE 1L BRICHARE
ol

ABEREBLRE ¢ filE 120/60mmHg, BR37I 100 a1/
41, AR 37.2°C, IR Bl E sy, IS & iR 72,
ZEAMBSE R IR Al D, RIS 2 3R 5
b BRI RO 2o 7.
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Fig. 5 Schema of intestinal resection (a) and recon-
struction (b).

The intestine
was resected in
these line.

Necrotic
intestine.

Reconstructed with
end to end
anastomosis.

The intestine was
covered with white
opaque hard coat.

252x10%/ul, Ht:275%, PIt:60,000/ul, PT :
42%, T-Bil : 25mg/dl, GOT : 70IU/I, GPT :
451U/1, ZTT : 168K-U, ALP : 312IU/I,
GPT : 40IU/I, ChE : 60IU/I, LDH : 656IU/1,
CPK : 166I1U/I, BUN : 355mg/dl, Cr :55mg/
dl, Na:136mEq/!l, K : 37mEq/l, Ca:9.0mg/
dl, P:54mg/dl, TP :75mg/dl, Alb: 35mg/
dl, CRP : 205mg/dl, Child-Pugh : C(10 &) &,
JiF, BRI T 2R CHh o7z, LDH @ LA
R0 7205, CPKIXIEHHNTH - 7z, &l
MBI LL, BUHRAMEEZZ 5N My
AFr A&, PH: 7.306, PO2: 1134mmHg, PCO
2 : 325mmHg, HCO3 : 172mmol/l, BE : —92
mmol/I& f#HET7 ¥ F=Y AFTRZ 2 L T,
W ARARAE T L A Bl o IE BB H A X Rk Ar ©
3T EER L7/ Mg 2 807205, =R =1
AN o7z(Fig. 2). ABER® CT T, —#B
WA BB % 4 ) WAIRIS 72 o 72N 2 B0,
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Fig. 6 A part of the small intestine that had been ex-
posed due to damage of the coat was necrotized (a)
(arrow). After incision of the white opaque hard
coat, pleat-like adhesion was found in the intestine

(b, c).

ETE T EEE R R R SRR R

WMk 72 (Fig. 3).

ABEfeE © ABER ISR LAz, ARERE
CT THROLNZ/NEABLIRITHE A L T 25355
flmsh, FRH»EH 5 EM0HZFOIIRITES
L7230 R R EE 2z bz AL X Ol
RE RIS Lo 2 &S L, BEaTA 2 fifT
L7



82(328) BRI R LIE 12 & B BHEtEA Lo A

Fig. 7 A surface of the serosa had been replaced

with hyalinizing connective tissues and the serosa
had thickened. Slight non-specific inflammation
was observed in the thickened serosa (H.E.x100).
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A Case of Strangulation Ileus caused by a Encapsulating Peritoneal
Sclerosis due to a Peritoneo-venous Shunt

Masaharu Tada, Noboru Nakayama, Shingo Sakata,
Ryoji Takeda, Michihiro Yamamoto, Daisuke Nishizaki,
Tetsuya Yamaguchi, Morihiro Kondo* and Hiroshi Takahashi
Department of Surgery and Department of Nephrology*, Rakuwakai Otowa Hospital

We present a case of a 59-year-old man with encapsulating peritoneal sclerosis (EPS) probably induced by a
peritoneo-venous shunt (PVS).In February 2000, a PVS was inserted to control ascites caused by liver cirrho-
sis. In November 2001, the patient developed acute abdominal pain, was diagnosed with strangulation ileus,
and underwent emergency abdominal surgery, during which, almost all abdominal organs were found to be
covered with an opaque white hard coat. A part of the coated lesion was torn, and the intestine was exposed
and strangulated by laceration with necrosis. Based on these findings, the patient was diagnosed with EPS as-
sociated with strangulation ileus. Clinical EPS symptoms are ileus-like and abdominal organs are covered with
an opaque white thick coat and cocooned in lumps. EPS is known to be a complication of continuous ambula-
tory peritoneal dialysis (CAPD), and this case suggests that an indwelling catheter other than a CAPD cathe-
ter, ie., a foreign body in the abdominal cavity, may also be a risk factor for EPS.
Key words : encapsulating peritoneal sclerosis, peritoneo-venous shunt, strangulation ileus
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