WEBETERE (duct-acinar cell carcinoma) @ 1 841

BHEERFESBAFREL RO RERNGARE, R
B @ i M an B &E EA
FLg—R &7 Tw hE HA RE HE

HAMALERIMVRH A SRS 838% 125 BRI
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EBIERE

BetrfERE (duct-acinar cell carcinoma) @ 1 YJERBl

fi Bk R A BRE S RO SRR OB,
B3 oW MrE R AN B & EA
$ g &F T RE RA RE AR

B RIS 5 VI B RAE T BHERIZENRTH D, TOMERIRDT
Wi, AE, BAOGEER & RE LR D iRIET A mixed duct-acinar cell carcinoma @ 1
I A R L 7 0 CET 5. JERIE 63 ROBET, PR D 72 o Ll bE R, M T > b
O L OFEALAD O A CRETEERNE & B S BB L B o 7. JEER CT TIIHEBRERIZ
35cm K 3R> hypovascular %2 i 2 @07z, 18 SR I A 2 T PR~ IS
2 A EE S &R 1~ encasement 25§88 b7z, ERCP I B ERSEIRLC BT B EEE O RAMAFE
»hit. CEA IXEE ER, CAI-9REH Thol BLELDY, IR OB EOT, B
BB R A BRI EE 1 FR B YU 3 & OV PR R AT & it L7 AT, IR R
DR TEENIEE % Rz, HIEHES X OIS MRS IORENIC X 0, LRI R &R
EMiE OB & BT S .

12 C&IC Fig. 1 Enhanced CT showed a solid tumor with an
AR 1 FNnchHhy, BT b R & i 5 4 indistinct border and hypovascularity, measuring

35 cm in diameter (a, arrow). It also showed the

fa s DIRAES % mixed duct-acimar (‘:’enscarcm\omé dilation of the main pancreatic duct from the body
DN, AT TIHE BABIBE to the tail of the pancreas (b, arrowhead).

S0z, BREENEIBRT 210345 %
B % R CHE LTV LENH B, 50, A
13 mixed duct-acinar cell carcinoma @ 1 8] K 1
PIRER L 72O THRET 5.

E B

B 63, BN

b Y hu— v oEL

PEARIE © MEIRHE, THBEZE

FIEE i _&Z enil.

I - BRI, RS CEEERE ST
WL BRSOV TR T A R T RS TR
KR TVieRs, M Y b u— VOB R0
755 CT ZRifT L= 25, PEEEERIZIESE 35cm
KOWBIE % Wb, WEIESEbN 720, F
WM TYRAREE B o,

<2005 4F 5 F 25 HZH > BUMGRE « BOF il
T466-8550 & HBRWIRMEMHIENSS HHERFE
N e K PAR SR

o€,
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(duct-acinar cell carcinoma) Hid4t&iE 38% 12%

Fig. 2 Celiac arteriography demonstrated no tumor stain (a). The portal phase of superior

mesenteric arteriography showed a direct invasion to the ilio-cecal vein (b, arrow).

a

b

Fig. 3 Endoscopic retrograde pancreatography sho-
wed the disruption of the main pancreatic duct in
the region of the pancreatic head.

ABREEREF R HbAlc 12 11.1% & B L

RBLTWA, ZoMlo—MmEE{bsFEma Tt
BELPRD Lol EE~— I —Tix CEA ¢
56ng/ml EBED LA 2D 72A, CA19-9 1% 26
U/ml EIEETH o7z,

Ry 4 3 v CT : BEEHFIZEE 3.5cm KD
EEMBOZ LWEE RO BEOLBIIA
e, FEBhB~ORBESR Nz 2 M
Rt~ DREEDEEb N (Fig. 1a). KM OE
B 2 2 LR % 7B 7 (Fig. 1b).

MEER A - PRI BT, JEER

PRI SN H o 72 (Fig. 2a) . K b1 IR E)
WRIGMIREE T, PIRICESEETT % BSEE
IR R E G D b7 (Fig. 2b).

PR 85 10 30 AT P TR 2 ¢ IR EER BRI B W
T, &Rt RO (Fig 3).

PLEX Y, PEEEERE ERE &3 AR EE RS &

ZWOT, F4ie T L.

FMFR - R, BESEORREROT.
IR~ TEBE A U3 % [l B B AR O AR ERAT 9 1 2 JE s
WX BAREERDIY, EHEROT—7r—FB
U PIRA R 2 RE L 2O B2k L, mes-
enteric approach = & % [E I 5 IR & R BEBE 1+ =
B Y AT % JiAT L7z, 4 30Gy D RSt Hr BT
% MifT L7z,

FEHAEAR B2 £ & 5 35%25cm K
DRHEMOTERIEETH - 72, BHOEFIIAN
B TdH 0, FONIITERVIKHBOETOHIZ
R — 2 BBRRAORI B EEL TV (Flg.
4a).

SRR R B s S oL
7o H% % RO MR ASKANA R O BRAE & T § 5 B0
MR R TR T % ERS \ﬁ‘(ﬁ’,ﬁ LTBY, ol
IR & B g 2 UWRET B1%
#ELTWE (Fig.5). WIRMIZH—2HBZE
LTWaHadREMRBORSTHY, Tt
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Fig. 4 Resected specimen showed a solid tumor in
the head of the pancreas. The border around the tu-
mor was unclear. The tumor consisted of acinar

components and ductal ones. The former ones
were uniformly white and the latter ones were
faint gray (a).In the schema (b), gray areas mean
acinar components and shaded areas mean ductal
ones (CBD : common bile duct, MPD ¢ main pan-
creatic duct, ICV ; ilio-cecal vein).

OESIEE L LTERBEY O lo T (Fig.
4b). JEEIIERT T B X U R BIEA~ORE % @
B MREEN LA o, e, EEREEIK
~DETE, No.13, 14, 17 1) v /SEi~ DR AT
Shie. &5 MRV B Y, moderately
differentiated tubular-adenocarcinoma and acinar
cell carcinoma, intermediate type, pT3(du, s,
rp, pv, pb. pN3 (No.8, 13, 14d, 17), INFy,
ly2, vl, ne2, mpd (=), pPCM (=), pBCM
(-), pDPM(-) Tdh o7z, REMBILZMIT,
ek O B3 CEA et cd b, M
BEOSSE ) 7Yy, T35, al-T VT

39(1823)

Fig. 5 Histological examination showed the pancre-
atic tumor consisted of two distinct cell populati-
ons : ductal(left side) and acinar (right side) cells.

(H&E, x100).

MY Ty vEERWTRLBETH o W

O, 7T Ty AREBIEBETH D,

mixed duct-acinar cell carcinoma & & W & #1172
(Fig. 6).

WiteRoE MBI BRFICER L. 20k BT
B L UiER kL, #itk 8 2 AIZET S
£

B RS E R Sk O AR, B MR RO
R B X OB sk o BRI KB S
N5, BN, B RA I RE L
POAMET B EEZONTHYY, FLENTUE
LIS R LB O stem cell 2 HFEET B &
H25NTWVEY. $abb, IThHOWTh—
SOMIED SR A LR oM~ b
Wi A - TH Y, oML RS 2 B
FREENFET L2 LR TFREND. LY
L. BAKERSOSEEHII BT 58k 20 F
RO BEIEE 11,819 Floh T, SR IED R
BRI BHDRTH oz, FEFERRMEEIIB
C THE B 7E T pE AR BB ) Tduct (ductal)-
acinar| Tduct (ductal)-islet [ acinar-islet | % &%
X NI R To 7ok RTh, 1983 4ELLRE
ORI BT HEFIISHEIE LR &, BB
Ban 1THICE EFoTHB YT, T hklE
ELwi b (Tablel).

= o 17 HlOPIERIE, duct-acinar carcinoma %% 4
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BEBETEIS  (duct-acinar cell carcinoma)

HiES s 38% 12%

Fig. 6 Immunohistochemical findings of pancreatic tumor. a. Cancer cells in the ductal cell
component were positive for CEA, but those in the acinar cell component were negative (CEA,
x 100). b, c. Cancer cells in the acinar cell component were positive for amylase and trypsin (b:
amylase, X 200, c:trypsin, *100). d. Cells in both components were negative for chromogranin

A (chromogranin A, x100).

%1, duct-slet cell carcinoma %% 8 #, acinar-islet
cell carcinoma 28 3%l, =20 T XTOMIT» b

7# 5 duct-acinar-islet cell tumor 252 i Td - 7.

B OFIGERIE, 60.8(34~80) 5, BHid8:

9 Td o7z BAL T, ductacinar cell carcinoma
DRFAERNZ L D 7228, O 13 Bl 9 FlA3 &
RIERCALE LT, BEEOFEIE43 (07~
11.0) ¢cm T & - 72. Duct-acinar-islet tumor @ 2
BIASNTNDG 2em R TH o 7278, FOMWITEHE
JEERICHE S REBEVERD bk o/, BUR
DL, 178109 5 14 BA% ductal cancer DEL
DEEATVLEDIZ b6 T, 55 8D
hypervascular Tdh - 722 & Tdh -7z, @E K
MR OKERDHS, hypovascular Th B Z & & EfE
T 5 &, O vascularity DZ 1L, JC#E hyper-
vascular T % Z & H%% \» acinar & 5\ i3 islet
cell carcinoma 236 fF 35 Z L ICRET H & E 2
57z, F 72, hypervascular Z2JEB IZ V3L b A
MR %+ b, hypovascular 72 B 1% 1 6 % kR

ETRTEARNHABETH 72, 2 HIZ, vascu-
larity & F# & OBEEARZ &, RITFROE
S N7EFIAVF N hypervascular 2 JEE TdH
Dzxt L, hypovascular 7z & % FFOME IV
Ty 1TEURICHETLLIEFEREZERLTY
7. 2O Z &3, 763 hypovascular % ductal can-
cer 2T, acinar B X UVislet cancer @ (T 9
A, IR RIF R FHE2RHOP I L L EEVH L E
ZiroNil, Thbb, HFEEEIZBW T vas-
cularity RFEIR & Vo 2 OVEE 2 B L
TVABRADVTFHRERET B LRI N
Duct-acinar cell carcinoma (2 2oWTOFHEE L
Tid, 1977 4E12 Webb™ 2% 12 #lo BB M B IE 357
WO T, ABIPARETHo b WMELTH
0y, F0#% Cubilla 5™2%1 FlEkE LTV 528, B
Bz R O i’l‘&‘ , ARIPTIZARE %
HOTAP P2 ]Z BB E R (Table 1).
Td, duct-acinar cell carcinoma O3 LD HEH
JEHEOERERPLTFHRERAETEDOTHA
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Table 1 Reports of patients with combined tumor of the pancreas
Author(s) Ref. | Year ASgef(/ Site Size Ttl;;gr Border |Vascularity| Spread |Operation; Prognosis
Duct-acinar
Sakata et al. 1) | 1987 | 67/F | Body ~ Tail | 11 cm Solid clear Hyper | H PVT DP 7M dead
Inaba et al. 2) | 1987 | 63/M Head 65 cm | Cystic clear Hyper H PD + HR| 39M alive
Goshima et al. 3) | 1988 | 75/F | Head ~ Body | 43 cm | Solid unclear Hypo — TP 6M
recurrence
Our case — | — | 63/M Head 35 cm | Solid unclear Hypo LN, PV PD 8M dead
Duct-islet
Nakamoto et al. | 8) | 1990 | 43/M Body 0.7 cm | Solid clear Hyper — En 38M alive
Takano et al. 9) | 1993 | 48/M Head 11 em | Solid clear Hypo — PD Unknown
Nose et al. 10) | 1994 | 80/F | Body ~ Tail | 32 cm | Cystic Unknown | Unknown — En Unknown
Kuroda et al. 11) | 1996 | 56/F Head 30 cm| Solid | Unclear Hyper — En Unknown
Tsukamoto et al. | 12) | 1999 | 62/M Body 48 cm | Solid clear Hyper — DP 6M alive
Ando et al. 13) 11999 | 71/M Head 55 cm | Solid unclear Hypo LN, PV PD 6M dead
Takeuchi et al. | 14) | 1999 | 62/F Body 70 cm | Solid unclear Hypo — DP 9M dead
Konishi et al. 15) | 2000 | 61/M Tail 50 c¢m | Cystic clear Hyper H, LN DP 3Y alive
Acinar-islet
Machida et al. 16) | 1991 | 34/F Body 1.7 cm | Solid clear Hyper — En 18M alive
Inoue et al. 17) | 1997 | 38/F Head 44 cm | Solid | Unknown Hyper — Unknown| Unknown
Igarashi et al. 18) | 1997 | 60/M | Body ~ Tail 8 cm | Solid clear Hyper _ DP Unknown
Duct-acinar-islet
Kiriyama et al. 6) | 1991 | 73/F Body 12 cm | Solid clear Hyper — En 6M alive
Tanakaya et al. | 19) | 2001 | 72/F Body 14 cm | Solid clear Hyper — En 6Y alive

Ref. : Reference number

H : Liver metastasis, PVT : Portal venous thrombosis, LN : Metastasis to lymph node, PV © Invation to portal venous system

PD : Pancreatoduodenectomy, DP : Distal pancreatectomy, TP : Total pancreatectomy. HR : Hepatic resection, En @ Enucleation

3. B L REMIAREIE, TTA W DPDR
7 B RIS R O 2 LS N TWw AP,
g3 W vascularity D Z LWIEEEIER TH
25, PE MR 3 IR vascularity (2B TR
%<, JEEIMERE LR RERIRZET S
ZERL. 72, BEMEOSE S AR
R V) v SEIER B & OCIATHEER & kTIPS
WS, TR ET L CTEBESAKE o Th b
SR ND I ENFVIHEENRTWS, FRIC
SnTid, ARKEREEOEELFMCE L, It
Bk 0T PEERICHNL L RIFLEER
5. ZH L7:RME%E A5 F 2, ductacinar cell car-
cinoma @ 4 Bl& &5 &, WKL, BEROFHO
BEERD &, IR MIALIE O BB O R ER] & 125
ATV, ALY OER & HREIO 2 Flid, €
OHEICBTLEEZ DN, ZNbOERIL,

Wb vascularity 122 L <, B R MRS T
A0 encasement & RY % &, EE TR ]

B invasive ZMEERLTED, 1EUMNIIRET
LLEERLTWE —F, o 26liionT
R vascularity (2B &, £ OO ERHT R
PEEREE L BERRER L L, BERIZILTE
D, L AREMBEOEMERL T ¥
52 D FEBI I H LR ASEE ML SE & 1 O BATIR O TR
%CHh Y, expansive I2FEF § 5 medullar cancer
T ol O FME§ T EREA 65cm &
K& & AENES T 2 2RO TVl b
boF BB IEDEICh o TERBESFT
Hotz T, WHL OEMICE VT D MR
ERIZER S TWVWEZ ER, HEE llem 2V
BETRBESNEho bk, WERFEREE
LM RERZERGEERL T, 20X
12 vascularity ®EWE, O FEE TR LN
72E o EEORERALBEEOTFRERAEL
THYEEPEET L) A THRIATREFREE
Zonrz LaL, 29 LoBRiEss oK
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1) EmEEE, =8 A, BEHMIEY>  BRERLEF
HERBRLE L, SR L REAREOHEL
2O 1B JREE 8 1349—1353, 1987
2) MREEEAM, FE/NAER, MR A BRI
mixed ductal and acinar cancer ® 1 {5ER#. B4t
3k 88 773—777, 1987
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Mixed Duct-Acinar Cell Carcinoma of the Pancreas : Report of a Case

Mitsuru Sakai, Shin Takeda, Tadao Ishikawa, Naohito Kanazumi,
Soichiro Inoue, Tetsuya Kaneko, Akimasa Nakao and Tetsuro Nagasaka®
Department of Surgery II and Department of Pathology*, Nagoya University School of Medicine

We report a rare case of pancreatic cancer, duct-acinar cell carcinoma. The tumor was detected on CT in the
pancreatic head of a 63-year-old man who had aggravated diabetes mellitus. Enhanced CT showed a solid tu-
mor with an indistinct border and hypovascularity, 3.5cm in diameter. Angiography showed direct invasion to
the iliocecal vein. ERP showed a disrupted main pancreatic duct. Laboratory findings were unremarkable, ex-
cept for serum CEA of 5.6ng/ml and hyperglycemia. With a diagnosis of ductal invasive cancer of the pancre-
atic head, we conducted pancreatoduodenectomy with resection of the iliocecal vein and intraoperative radio-
therapy. Histopathological examination showed that the tumor consisted of two distinct cell populations * duct
and acinar cells. According to immunohistochemical analysis, duct cells were positive for CEA, whereas acinar
cells were positive for amylase, trypsin, and alpha-l-antitrypsin. Both were negative for chromogranin A.
These findings suggested mixed duct-acinar carcinoma of the pancreas, a very rare occurrence whose clinical
and pathological features are little known. Further cases and studies are thus needed to clarify its pathogene-
sis.
Key words : duct-acinar cell carcinoma, pancreatic cancer
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5 —HEIE R RO E TR

ST =}

5 o L1 &R BRI

== 2/ S (i = N (< o ol i =
AR &G E A AR T

i3 L &I

PETHERAEER B o L Ty, — AR BEEEA
—HIEATRAT (AT, PD) <o P iR 1 I
+—ielg kit (LU, PPPD) »SHEfT3 41T
X T\ b, MR KWELEBEES (intra-
ductal papillary mucinous neoplasm ; IPMN)
7 ¥ ORETEER B A IS R E R L
T, B iR R K/ANAEE &0
T 3~4 cm VIR T 2 EE S VIR % 1988 12
W10 THIATL, 13 FIRRER L7z 1994 i FREE+
—IEREE TSR VIR (pancreatic head resec-
tion with segmental duodenectomy ;.
PHRSD) & LTHID TAFECHRSE L2V,
YIRS IR, 2w Lk, AT
BERIRE R HR L i NFEiTcH Y, EE,
%24z AT Pl BE 72 REE R VIBRAT R & (L& D
TWwb,

ARATR OB T, BEEIRREEL, 1SR
%, IPMN, stage I O TEBEERES T Z1EE
FEE s E T o b, BWERREMNR L L
TR gy & i, +TIRBIRFREE
I (BLF, DPPHR)®? #3%h %, $MIEHER
HFOTE, BV D 5 Vo I3 mefEkes o
MR EET2HLENDD, & IHREECI
AR IR 3B LR TR ER (BT,

*  Akimasa NAKAO 4B K2 0% BEE 41
FSIE'C54
**  Shin TAKEDA et al. [R%+-%}
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b1 EEobrt

Jill]

Churg-Strauss ERHE (LT, CSS LMD i, 1951 MEIRERTR © 3H & R EER OB 2 LA 25
44z Churg & Strauss 12 & o THEEIHE S SEEIIRK & iz, FRVANVABBETHY, BE<—2—HE

D SEES N, BEEMME K L MBS PISEEMRE & BETHo/ (F1).

BET2EEBETHDY, SEbIONIIPIEHEERE AGRFEEFRR  BESEE CHEHE IEE s h
EDERNTHEME L T2 CSS 2R L I: DT, BT DOXH T, EFFE S CEER e B, e
MIZEEE2INZ THRE T 5.
_ E
RE D 64%, Bt o x1 IHEREAR
E&f | B, N ' WBC '8,100 /mm® TP 8.7 g/dl
BEERE © 50k & D MR, HF4, 104ERTX » BiEE NEUT 2,000 /mm® Alb 3.3 g/dl
HERE, 2 ERTIC BB TFEMF. LYMP 1,900 /mm® TB 3.8 mg/dl
e o L i s fon bo 55 el
. fm o s 5 . g _ 1.2 g
LR ﬁfﬁ%fﬁmﬁﬁ%ﬁﬁﬁb’ HEES CT =TT PLT 21.8X10* /mm® GPT 32 U/
HNIHE R 2RO OBERFBEERF Vv — LDH 222 IU/1
(percutaneous transhepatic biliary drainage, AT HBs-Ag (=)  ALP 4,104 1IU/
PTBD LKE) #®EL, FPIEGHOESTY  HCV-ab (=) &GPTP ‘2‘;’; igﬁ
MR Eie ot PT 104 % ChE  0.33 ApH
AIEEIRGE - BRE165cm, £E38kg, 14i836.8°C. APTT ' 94 % Amy 187  TU/I
BEER I AE, CHER R eI 3, IRERASRE 1 S % v BUN 26 mg/dl
‘ CEA ~ 1l.1ng/ml Cre 1.2 mg/dl
CA19-9 ‘ " 40 U/ml Na 135 mEq/1
20044211 H29H 24T 20054F 1 B27HERA p-ANCA ; (=) K 4.3 mEq/]
<FrIBHEEERTD 27 (+) cl 100 mEq/!
T466-8550 447 BTG FEENT65 3 bavF Y 7K (+) BS 124 mg/dl

— 117 —



>

— 922 — B AR RO R ' 66 %

1A AEEERCP, B PTBD e FFERIRE OE Y L kA
R, GFEEEREIhEY,
C  AJEESEE CT : FFAIEE OHIRERD 5.

3 BRESAIRFRE | IFEERHNBE L T 0%, BRI TMERORRT
H5 (& :HEX100, H : HEX400).

CT TIXIF RIS QIR &b 1o 08, B35 27 B E MAEEFRE | A SR TIRIFBIkc REFR R
R B Z LRTE Ao (@), WETRO% Wiz ote, il ORETRITETRIBEEEEE,

», PIESEHIINE K v F — (endoscopic retrograde FA I8 2 TR RIFFFIIRBZE#MT (percutaneous
biliary drainage, S\ ERBD L BT, PTBD *%iEfN transhepatic portal embolization, PTPE) ZHITL
Lok Fvr—veirol. o FIlRE S TR PIRC REFT R B o7 (F2).
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BV Te . MIARE T EIMBRA T B IE L & & 5%
B ir BBk ¥ (47%) %R, IgE bERH L EHE
(39,399U/ml) 7R U7z, BB OBEA, BELRTTR,
IFEREREL, 1gE BN FEFR 2D 1729 CSS &
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N,

2, B MRCP : 5% L&
BOLRBERD, EFERTERELEL AL D,
C &% CT: FHIEEOIEIZFED 2w,

FEZlz, BEWRBEEREEETE R OHBTREE
FEFF V=Y 2T, TR THEANEELE
REEDSEAL U T2 7o O FMIMA L, 7 L v¥ —HPE
EMHRRD AT o4 NESERBB LT,

RBRFEGAR | CT EAFWEE ORI ED 3,
Wi IR EE S (magnetic resonance cholan-
giopancreatography, MRCP) Tl3EHE & AMHE &
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FINCEA L, FRER S ZEHICSE LR, Y
>%, ERBD, PTBD %k EHAHFMII TR SN
Tho(BE5), Lrl, 2OBEHAEERHELTE
{Zehiz, ,
z =

CSS B7 v ¥ —MRZFEHmE L & bTh, b
HIE TR 1998417 JB AR 57 1845 i E 15 RER BT R I &
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g, W (REMRGZE, Mgz ), BIEiA OFEEL
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A CASE SUGGESTIVE OF CHURG STRAUSS SYNDROME WITH BILE DUCT STENOSIS

Suguru YAMADA, Tetsuya KANEKO, Hiroyuki SUGIMOTO,
Shuji NOMOTO and Akimasa NAKAO

Department of Gastroenterological Surgery, Graduate School of Medicine, University of Nagoya

A 64-year-old man complaining of jaundice, who was found having dilatation of the intrahepatic
ducts by adominal CT scan and was indwelt percutaneous transhepatic biliary drainage elsewhere, was
referred to the hospital with a suspicion of hilar cholangiocarcionma. Sufficient drainage to relieve
jaundice and a bile duct biopsy were performed after admission. The biopsy showed only vasculitis, but
no malignant findings. Because the laboratory data highlighted increases in eosinophil count and IgE and
he had suffered from asthma, we thought that the bile duct stenosis might occur duo to Churg-Strauss
syndrome. We considered to operate on him because a possibility of hilar cholangiocaré‘inoma could not
be ruled out, but started conservative therapy as his general condition was getting worse due to
- pneumonia and cholangitis. The bile duct stenosis was gradually relieved by steroid therapy, and the
drainage tubes were removed. Thereafter the dose of steroid was gradually decreased. There have been
no cases of bile duct stenosis due to Churg-Strauss syndrome, and we report the case with a review of
the literature.
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