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HY, WBEINERPERE Lo T EE R ONL. AREDOHI & WHEZRZIIC L1 HH
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RFERERVERRAS J21%, A\ CUFMBRD F IR & 2 5
7o IEMRR 2 BT 2 A e SN, JHBROH
THWhLREETH L. S, K2 RN
BRO2EPNOHFREZ, IR % &
DG 5.
E #
FEBI 10 53 %, ik
FEFFR: AL
PEARRE 45 5%, TEMIC T e, 71
¥F—7L.
BURIE © 2006 4F 1 A Wi o I8 HF AT
FFREBEE RS, F4E4 A YRz 23 L
ABEREBUE © AR 36.8 B, IR{M 80 1a1/45, IE
108/58mmHg, ME#REFHERT, HFH, FAEY ¥
JNH, B K OER Al L e o 72,
WIS R MRS I 2R AL 2 M L AR T FL I
oz, WP FEEEREBUZIEF I TH - /2. IgE

<2007 4 12 A 19 H2 B> BURIRSRSE « &I Bise
T299-0111 wisivlidililey 3426—3 WWHIKRZ: B ITHA
EHtt 5 — o EE

flids EH LT/ (Table 1A).

PSSR G AR A B MUl O EAE B2, B3 DL
kxR,

JiE 58 Multi detector CT (BLF, MDCT) 12k %
minimum intensity projection (L1 F, MIP) : ##
WRBROPT R TH ), FEERIRERE D& ER) R,
&R, ) v/ SHERIERD b o 72 (Fig. 1).
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MRCP : £ A R 12 10mm £I2H 72D
PZEL, RRM2EEL Tz (Fig. 2A).

ERCP : /e 12 5¢ 4% % 7250 72 (Fig. 2B) JH
PR L3R 2 dr o 72, TR ES 1 class IT
ThHo-.
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Table 1 Laboratory data
A @ Case 1

WBC 4900 /mm3 (4000~ |TP 73 g/dl (65~82)

8,000) Alb 41 g/dl (3.7~55)
NEUT 668 %  (40~74) |T-Bil 0.7 mg/dl(0.1~1.2)
LYMP 234 % (27~47) |AST 241U  (12~34)

MONO 6.1 % (2~8) |ALT 181U (6~34)
EOSI  33%  (0~7) |LDH 140 1U  (106~220)
BASO 04 % (0~1) |ALP 190 IU  (87~304)

RBC 365x10' /mm3 (330~480) |GGT ~ 30 IU  (8~67)

Hb 115 g/dl  (12~16) |ChE 395 U/l (200~459)
Ht 354 % (35~48) |[BUN 118 mg/dl(8~17)
MCV 970 fl (78~112) |Cre 0.7 mg/d1(0.5~1)

MCH 315pg (28~37) |CRP 03> mg/dl(03=)
MCHC 325 g/dl (28~41) [ICG  80%  (10=)
Plt 231x10¢ /mm3 (15~45) |R15

IgE 470 IU/ml (173=) |CEA 28 ng/ml(50=)
CA 43U/ (370=)
ANA 40 > (40>) 19-9

AFP 39 ng/ml(100=)

B : Case 2

WBC 5100 /mm3 (4000~ |TP 72 g/dl (65~82)

8,000) Alb 35 g/dl (37~55)
NEUT 677 %  (40~74) |T-Bil 20 mg/dl(0.1~12)
LYMP 280 %  (27~47) |DBil 13 mg/dl(0.1~04)
MONO 25%  (2~8) |AST 560 IU  (12~34)
EOSI 06%  (0~7) |ALT 2251U (6~ 34)

BASO 12% (0~1) LDH 24910  (106~220)
RBC 310x10*/mm3 (330~480) |ALP 3582 IU  (87~304)
Hb 103 g7dl (12~16) |GGT 880 IU  (8~67)
Ht 30.9 % (35~48) |ChE 188 U/I  (200~459)

MCV 99.7 1l (78~112) |BUN 17.1 mg/dl(8~17)
MCH 332 pg  (28~37) |Cre 0.6 mg/dl(05~1)
MCHC 333 g/dl (28~41) |AMY 45U/l (42~124)
Plt 168x10*/mm3 (15~45) |CRP 1.3 mg/dl(0.3=)

IgE 1260 [U/ml(1732) |CEA 13 ng/ml(502)
CA 260U/ (370=)
(40>) [19-9

ANA 40>

WA ONFEICHZEZRD, KEHNEE & o
WidZm o7z, WA DED D72 (Fig.3
A).
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Fig. 1 Minimum Intensity projection reconstructed
by MDCT revealed dilatation of the IHBD in the
left lobe of the liver.

Fig. 2 A : MRCP showed a local biliary obstruction
of 10cm length in the lateral segment of the liver
(arrow) and dilatation of the peripheral branch. B:
ERCP showed a local obstruction of the lateral seg-
mental hepatic bile duct (arrow).
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Fig. 3 A : Resected specimen showed the local ob-
struction of the left hepatic bile duct (arrow) and
dilatation of the peripheral branch. Arrow head
shows the surgical stump. B : Pathologically there
were enormous amounts of eosinophilic granulo-

cytes admixed with a few lymphocytes around the
bile duct which occluded. The wall of the bile duct
was destroyed highly (arrow) (HE stain).

R, WERERBUIIE R I Z o 72, CA19-9 i &
IgE AR %R L7z (Table 1B).

8 &R 7% % MDCT (Multiplaner reformation
(LLF, MPR)) : T OMZE, 2 X ) RHM
IR Dk % R 7. PR IC 10mm KOK A
w7 (Fig. 4).

LB N SRR BRET R L.

ERCP : F#EEAHZEL, Zo@Miicisa
% 1 HaE® 72 (Fig. 5A). JF H 11 N BLEE I #E 5
MHE L+ — 3 (endoscopic nasobiliary drain-
age : ENBD) % i L 7=, JRIHAIIEES 13 class IIL
TEIRE OERITT, HERER TR D SEM R
A7 (Fig.6).

D EomAs L OBRREE LD, HFERERIEINE
L BW L7z WHLEERIRE NV — BRI (en-
doscopic biliary baloon dilatation), #AR% 4]
i & 5EAT L 7=

Mith il © WHSLE R 2 H CHIEAEM, 48
11 HICBRE L7z, BBtk 6 7 H T CA19-9 1Z1E
W ECET L, #i# 17 2 H12 ERCP &7 L,
MR DIRAERKE A DI T L 2R L 72
(Fig. 5B).

x =
IFERERVEIRAE 251%, 1985 4E1C Butler 572X D
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ZOMEHPRBEIN, MR ENOIFEEER
FHROEMBERZE T HRE L Sh, IFERER
B %R 5 HERE T & 9T eosinophilic cho-
langiopathy & IFERY. JrdE, FPORREEL Z 2 5
N5 HEDHEM L T 5%%, MEDLINE 12T 1949
4E~2007 4E 12 H O T [eosinophilic cholangi-
tis] &, PE&EH YLk RE 12 T 1983 4E~2007 4F 12
F oW T [FEREk IR %5 ] % key word IZHi3R
L7-A5 58, WL R0 H 58513 18l v F 72
Blpdpodz, TNHITHEREERL 72 2 FEB 20 2
71 20 B CTHGET L 72 (Table 2).

4EWNIL 13~87 7% (38£14.0 : mean+=SD) T, ¥
G o7 (11:9). FFRIEIFEE, EH,
JE 7 & DR SEIRDL B o 7.

BRI, MAEDEZEOT VLV F - EN
RV HEAIC X BB MSAEY, A R LA
R X N7z, F 72, hypereosinophilic syndrome
(LLF, HES), FERERktE 87 & oGk i
E NV~ = o 5 b O R BERATRIE X
TWh.

MEHAETIE, BERBEMVOMFERERE, &E
IR Vo7 AR 285 L 3 260055 -
7. KA OUF BB S % RO 7 HEBIE 70% (14
#l) Tdh-o72. HESIZBWT b UFIREkBIZ % o
505, 6 AL LoOEEMEE E®ELTBDY,
AT L b o 724, A%EIE HES O HY
THLEDORML DD, T2, HEBLZ 261D
I IgE fifi B3 % 58 72, BEHUC b & IgE iE %
PES it Asdy 0 VO W B 2R A AL o W] RE
MAVRIE S N7 FER] 2 1B W T CAL19-9 A3 EfE
ZARL, INEROEBRE EHICEFEE TIETL
7z. CA19-9 3 PHZEMEFE CIHE R TR BEIC B 5
THIEVDH BN, BURBTIIMERICEEM
FTIRTFT 5720, HHFNETOEE~— 7 —
DOBBEPENRBEL OENCHHTH 72 E 2
bni:.

AE O W % AF /1, primary sclerosing cho-
langitis (LLF, PSC) %, HEREALDIFPAMBE
O RETHIENL V. SHREFLZIL6
BIIREHEICE S TB Y, HEE L OEHNH»H
MLEREEZ bNT.
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Fig. 4 MPR of the abdominal enhanced MDCT re-
vealed a local obstruction of the lower CBD (ar-
row) and a choledocholithiasis.

Fig. 5 A : ERCP showed a local obstruction of the
lower CBD (arrow). B : After endoscopic biliary
balloon dilation, cholangiography demonstrated
the improvement of the obstruction.
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WETBIITHE IR 2 580 5 2 & 25H B 0%, #
MEVEZALD TR TH D REOM &L 1382 5. £
7z, PSC ok, i ALPflA36 2 H Ll L
WZh72 ) IEFHD 2~3FETH B & INB2%, il
Bl CIRIEFEMHETH D, SR 2 1ZBERICED

JIRAE PH 28 % ok L 725 FRERVE N 52 0 2 1 HiEs e 41% 55

Fig. 6 Pathologically the leukocytes infiltrating

into the wall of CBD are composed largely of eosi-
nophils (HE stain).
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Two Cases of Eosinophilic Cholangitis Caused Biliary Obstruction

Yohsuke Yagawa, Hideki Yasuda, Maki Sugimoto, Keiji Koda, Masato Suzuki, Masato Yamazaki,
Tohru Tezuka, Chihiro Kosugi, Ryota Higuchi and Yoshihisa Watayo
Department of Surgery, Teikyo University Chiba Medical Center

We report two cases of eosinophilic cholangitis caused biliary obstruction. Case 1 : A 53-year-old woman re-
ferred for an abnormal biliary shadow in the liver found in a medical checkup was found in cholangiography to
have a local biliary obstruction in the lateral segment of the liver. Suspecting cholangiocarcinoma, we con-
ducted hepatic left lobectomy. Histopathologically resected specimen showed dense eosinophilic infiltration in
the obstructive part of the bile duct. The postoperative course has remained uneventful in the 18 months
since surgery. Case 2 : A 87-year-old woman with right hypochondrial pain, was found in cholangiography to
have local obstruction and a stone in the lower bile duct. Histopathological diagnosis from biopsy of this lesion
showed dense eosinophilic infiltration but no malignant cell. She was underwent endoscopic biliary dilation
and endoscopic stone removal, and has remained symptom-free in the 17 months since surgery. Insofar as we
could determine, there were only 18 cases have been reported as eosinophilic cholangitis. Some cases had
been conducted invasive surgery for suspicious of malignancy. Recently increase of the clinical reports has
made the entity of this disease elucidated gradually, it is thought the treatment with the endoscope becomes
subject. Given the need for awareness of this clinical entity and for appropriate diagnosis, eosinophilic cho-
langitis should be treated by minimal invasion.
Key words : eosinophilic cholecystitis, eosinophilic cholangiopathy, endoscopic biliary balloon dilation
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