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Patient Sex Age Abdomen pain Juandice BWL Fever New DM
1 M 65 - + + - -
2 M 73 + -
3 M 71 + - -
4 F 60 + + - -
5 M 69 + + - -
6 M 86 + - -
7 F 66 - +
8 M 54 + - - +
9 M 64 + + - -
10 M 61 + - -
BWL : Body weight loss
R HIRBERR DERIES FAIRIR
Patient Diffuse/focal Distal CBD Extrapancreatic lesion Histology
1 focal stricture absent LPSP+IgG4(biopsy)
2 focal normal peri-aortic soft tissue absent
3 focal stricture sclerosing cholangitis LPSP+IgG4(biopsy)
4 diffuse stricture absent LPSP+igG4(biopsy)
5 focal stricture sclerosing cholangitis LPSP+1gG4(Whipple)
6 focal stricture absent LPSP (biopsy)
7 focal normal right renal pelvic region mass absent
8 diffuse stricture sclerosing cholangitis absent
9 focal stricture sclerosing cholangitis LP+IgG4(biopsy)

10 focal normal

absent absent




IR PR K 253

IgG4 iy T #i [# : 3.0-201.0 mg/dL) » i [E 7
37972 1680 2 [t » SFEF(E Ky 792 - HRIALIE AR
lgG fEIEH HE =Y » 1M 19G4 2B BFERITHE -
e E 2By 0™ N E RS A 0
PERIE » HAoH 2467 2 B K2 B R bEIRIA - &
B CAL19-9f% 1F 5 B = 35.0 U/mL - fij AIP Y 5
Bl E b A =795 ARY CAL9-9 71 1F ¥ {H #Y i [
A KER YT AIP I A G Sy s - HE
[ {E15.3 2 309.5 2 ] » ¥IH91H Fy94.43 - E
AIP il 5 M8 7 T (Extrapancreatic lesions)
104515 v 6 e R AT TRk & s 82 (6/10) » Horiy
B LAY 22 B I b i 45 (extrapancreatic bile duct)
A2 » 6451 1 B gk 51 o %8 & A 4 B AE 52
2 3 gt — 3 5 (7 Bl IgG4-related sclerosing
cholangitis) - | &k iy {4 %1l 1451 ks peri-aortic soft
tissue - 53 1§51 s right renal pelvic regionfy B M4
WA (R -

TR TH - A0 0FEES) R R A REHE
B e IR e IR L B2 32 1 e 4B IS W B ol -1l
(Whipple operation) -+ ifij ££5p5 B iy &5 Hi A L & A
TR 2 e eI S = 1049 71 (7/10) £
[ G R A 6 o B EERE A PIAG
Fill & Ry 20-30mg/days - -2 EI 5 R Bk 577K
(H#i[# 149K -1077K) » H ABIHE — & HART B9 4
[ B RE AR AT BE - SEEE R IIR Ky 187 K (i [
42 K -438°K) » H il 341 /5 HI] =2 LA prednisolone
5y, azathioprine SFZEYIRF G H » THIEHFH 2
BIE BRI » — B R JHE B RB R 1 %
(WAL - S—PIRR R B TE SR 1E % (R
FE3) o i FE LB FE 3B G B E RYSEAR » A
B SRR AL IEIEE K - i LEESRIG R
EPFREALTEREE 2 - {H prednisolone FY K 4A 7 &
A (20 mg/day) » HEH AT REZ TG B HH A 2 1Y i
o 54N ERABIVINGG |9GA 7R [ BEIG 1%
HRA B BRI - R 3 ] R R
P EAEE -

= =A
ETJ' afl
Bt 2R AIP 38 1 156 375 19 1 2 54 ff Y7 204F

T AIPEIERYSAEREFHIARTEME - K
FHIEKAIH 2%-6% 1Y 08 122 14 R B 8 9% 1 e 1

fERERA ] o i NSRRI H AR > 3
AR SHRAHT 2 0.82/100000° -

FERATHY T EE 15 v - 205 AIP I R E
TRBBEE AR ES - 2B (7/7) 45 TRl A A Ik A e
I EERIBIR - fEERNERC T - B
B IR B 2 DU E FH SERSEAR SRR » A
I BRI SR (6/7) » [z AR AIP I R 352
B 2R T BE AT IS PR AR Y 2 B st DA e b
PRI F RS HIREAR SRR (3/10) » sERR = LR
ek 1R g 5 e 2 Bl H K HIRANO KENJI5¢
A 2003 551 8 {16 AIP 5 AN E R AHTEZAH
L7 e

TEBERER M3 7T+ P10 E 6 fiIH
e Mg (6/10) - Hoopo A4 2 BE LIRS
% A B SMEE Py LB R K —
> (4/10) B H A9 53.4% FH {1 0 IR 1
819%° - A H MBI - LhAntR IR I A
LB - KRR B - MG -

15 95 BE 22 [ 5 11 - 1041 & o A 641 % 3%
R g B7) STz A e B R R gk S 1Y
¥ 8 Lympho-plasmacytic sclerosing pancreatitis
(LPSP) » 1T 45 561 Ky 19G4 & 111 55 1% (1] A ¢
19G4) - 1£38 6 6l vl AR 38 B U 1E Ry 1k
i gk % 25 — AU (AIP type2) 4" & #Y %] #Y GELs
(granulocytic epithelial lesion) » [X] Ik £E 38 10 1] &
HR e A B R TR R M B 2% B — 4 (AP typel) o
TER RIS B FEE - ZELAIP type 2 » gk
& idiopathic duct centric pancreatitis (IDCP) 5,
fE AIP with granulocytic epithelial lesion (GEL) »
AVEAERONE IR SR TR » (e R A
A0 o e TR EIARER) — AR RS IR H R
B BRI E o BEHFER - RAIIA
RIE RS N AR R AR S E BT
R o L3—TJ51H » AIP type2 RS A E B 5231
FHAREL b e - EUS-FNAFTER LAY ba e i A 2
L2 AIP type2 - [KIth » IRZZERIFATJ LA HE
Z T H Ak - 53 2 % A trucut biopsy needle/fine-
needle biopsy needle {E5ZELHY] KA REL T 2 -

PR i PR R ok ey S T R A 9 T R Tk
RAEHE N MR H B0 o AT REIRI DL - BEE
' S e g 1 e T | Ee Bk e v » FERRAE



254 wiEE iy

EUS-FNA R & IIF - EUS-FNAR THEZ
B AIP | rl$E L BB R B 2 4 - R
RISV AR EEUSI G e A - &
P R 2 AE — AR B & 0 L BB 2 5%
Fo R SN RER AR R R AL o 1 EUSER T 0T LA
BB FBE B G 2 402 > AT DU 2] duct
penetrating signs < — % i 558 & I At 7 A 21
Rl — B ) o KDL - SRR S
FBEL gk 6 K 2% ) P 5 P A A A L R I A e R
AIHEERZEN 0 TR ERTE IS fe i 1 I % T RE R
2 EUS-FNA S BHES |38 IH A AEfS 2 I REY
2H (8=~ [EPY) -

TEVEHE ST » TR Ry 98% Fhdps A St 1 e [ it
BOEEE N EER S E R E R L 2 W)

e gw. \.
10/19/2014 |
15:37:27

Gcm
[H 10;1! I:L2
c:5/8 Fc:3
L.DEN:x1.0
TX: 93%
MEDLA EE—
T/B:CINE REV

\\\.‘.
"\

B— : ERNIRRBERL - HYURFAIPECTRMRI
L EaRIEy capsule-like rim (FE#R) ©

10/19/2014 \ 4
\

15:37:02
6MHz Gem | AL

G:10/19 1:L.2 &

c:5/8 FC:3 b .
L.DEN:x1.0 \ S

TX: 93%

MEDIA NN N \\h
T/B:MEAS.DIS
1/110

T LY duct penetrating sign (XEE
BIBRRERE) - EEBIEIEREMN

: RS
SRR -
BRI ERER -

R ARBI
TIGHEOE D « IRIE HASE 20134 AR HIY
GHETES | HRNEIER R TR - WK

TR A 50 P S [ B 1
) & k% 0.6 mg/kg/day -
5mg

R B PR e A
62 B ARREHEEA

f/jﬂij T@Efﬁb@uufﬁﬁk [ﬂl(ﬁlgG‘H/J\

B=: HWEMteRItREL 2 CTE - IRERERE
HEX  BEPMIREKIREKEBREABEES —=ZE
3&E 60 halo BEERRME (RIER) ©

B : SEteRtEEL 2 CTE - EREEERRT

REARBHOHBE—BHN=
(RI8R) - AFEHFRTR
3 whipple i o

AR EIEBREE
EEE - IREBRERER



IR PR K 255

e G Bk A AR A E IR R E « AR AREE]
SERTME - R E & LL2.5 mg-5 mg/day HUAfE
Rl S In R B8 - IR EZE
WIEIRR R SN - BFIHRTE A EE
34 - ELHERAYEE AR - 2£EIRY Mayo clinic A~
HERR T B MER R & - RIBGVA R e 1158
ZHIET o R AT E R 5 25 %
ERHEBHERGFE P ERZNEN - BRIFEs
R AT EE - E R o IRESUR  FRIR L
FIETR B SRS E R (BanRER P ERIUG
FErh PR 1E 5% ) BUTHIIR TG« T ve 14 g
K~ BOBREES MR « SO RIEIEE %~ D
S M3 19G4 fe g G B2 i &8 2 ARG R Tk 1E 1
B9 o MR - QNS A —BRAAM g
I A HUNIRE M E AR - S OPBE LIRS R e
g S 8 - N IR R IS 1G4 K 25 fdisg
B AN AR VK AR I H AYES - W A A 1E 5%
AR BB RS - B G E AR EE - PEIF AT DR
BB EED ERIHERTRI BRI &
HIERASIR ISR BE -

IR R 0058 P PR 2R A BE PR O 1E 3R 2 B 2
OERE L PEfEE 4204 » 5B EUS BRI N8 3
Bz (IDUS) ¥ 5 ik 40 e & 7 81 25 (= JRERCP L
B MRCP i H 25 1H ) » n] LIS HR AL {522
BEBADHED - HEEK EAHIETE R AR B
2% o YR 7 4E CT 1y coronal view DL k7 EUS {545
R e S MEE BB AE - HLIME 19G4 B2
TEIGHRR IR IR - KL A FRAE YRR 149
RIBIFEE » MIFEER 2S5 —F LR IMHE
BORTE -

FEFE AR KDy a5 M B g 2 I AN AL
TERZ B BIGHE P8 7 B TR A e s —
o REWAIFEERER - EBIEHERRARE T
WATREEE R - HR ARAE mE &R IRK
R o DU - JERAR B B MG e A%
TR 7 2R E S R T i 2E -

BO#
R SCHE N 52 12 06 22 R 7 B T S o
B%  AEERHEIR L R ) TAEA A -

2E 3R

1.Yoshida K, Toki F, Takeuchi T, Watanabe S, Shiratori K,
Hayashi N. Chronic pancreatitis caused by an autoimmune
abnormality. Proposal of the concept of autoimmune
pancreatitis. Dig Dis Sci 1995; 40: 1561-8.

2.Greenberger NJ. Autoimmune pancreatitis: time for a collec-
tive effort. Gastrointest Endosc (Editorial) 2007; 66: 1152-3.

3.0kazaki K, Kawa S, Kamisawa T. Clinical diagnostic
criteria of autoimmune pancreatitis: revised proposal. J
Gastroenterol 2006; 41: 626-31.

4.Yadav D, Notahara K, Smyrk TC, et al. Idiopathic tumefac-
tive chronic pancreatitis: clinical profile, histology, and
natural history after resection. Clin Gastroenterol Hepatol
2003; 1: 129-35.

5.Smith CD, Behrns KE, van Heerden JA, Sarr MG. Radical
pancreatoduodenectomy for misdiagnosed pancreatic mass.
BrJ Surg 1994, 81: 585-9.

6.Nishimori I, Tamakoshi A, Kawa S, et al. Influence of steroid
therapy on the course of diabetes mellitus in patients with
autoimmune pancreatitis:findings from a nationwide survey
in Japan. Pancreas 2006; 32: 244-8.

7.Kenji H, Yasushi S, Yutaka K, et al. Involvement of the
Biliary System in Autoimmune Pancreatitis:A Follow-up
Study. Clin Gastroenterol Hepatol 2003; 1: 453-64.

8.Kanno A, Nishimori I, Masamune A, et al. Nationwide
epidemiological survey of autoimmune pancreatitis in Japan.
Pancreas 2012; 41: 835-9.

9.Detlefsen S, Grewea AM, Viyberg M, et al. Diagnosis of
autoimmune pancreatitis by core needle biopsy: application
of six microscopic criteria. Virchows Arch 2009; 454: 531-9.

10.Kamisawa T, Kim MH, Liao WC, et al. Clinical character-
istics of 327 Asian patients with autoimmune pancreatitis
based on Asian diagnostic criteria. Pancreas 2011; 40: 200-5.

11.Lei Xin, Yuan-Xiang He, Xiao-Fei Zhu, et al. Diagnosis and
treatment of autoimmune pancreatitis: experience with 100
patients. Hepatobiliary Pancreat Dis Int 2014; 13: 642-8.

12.Mizuno N, Bhatia V, Hosoda W, et al. Histological diagnosis
of autoimmune pancreatitis using EUS-guided trucut biopsy:
a comparison study with EUS-FNA. Gastroenterol 2009;
44:742-50.

13.Kamisawa T, Ohara H, Kim MH, Kanno A, et al. Role of
endoscopy in the diagnosis of autoimmune pancreatitis and
immunoglobulin G4-related sclerosing cholangitis. Dig
Endosc 2014; 26: 627-35.

14.1chikawa T, Sou H, Araki T, et al. Duct-penetrating sign
at MRCP: Usefulness for differentiating inflammatory
pancreatic mass from pancreatic carcinomas. Radiology
2001; 221: 107-16.

15.Nishimori I, Okazaki K, Kawa S, et al. Treatment for autoim-
mune pancreatitis. J biliary Tract Pancreas(In Japanese)
2007; 28: 961-6.

16.Ghazal A, Chari ST, Zhang L, et al. Immunoglobulin
G4-associated cholangitis:clinical profile and response to
therapy. Gastroenterology 2008; 134: 706-15.



256 wEE Al s B B B I

17.Kawa S, Okazaki K, Kamisawa T, et al. Japanese consensus 19.Kamisawa T, Wakabayashi T, Sawabu N. Autoimmune
guidelines for management of autoimmune pancreatitis: 11. pancreatitis in young patients. J Clin Gastroenterol 2006; 40:
Extrapancreatic lesions, differential diagnosis. J Gastroen- 847-50.
terol 2010; 45: 355-69. 20.Ghazale A, Chari ST, Zhang L, et al. Immunoglobulin
18.Kawaguchi K, Koike M, Tsuruta K, et al. Lymphoplas- G4-associated cholangitis: clinical profile and response to
macytic sclerosing pancreatitis with cholangitis: a variant therapy. Gastroenterology 2008; 134: 706-15.
primary sclerosing cholangitis extensively involving 21.Hirano K, Tada M, Isayama H, et al. Long-term prognosis
pancreas. Hum Pahtol 1991; 22: 387-95. of autoimmune pancreatitis with and without corticosteroid

treatment. Gut 2007; 56: 1719-24.

The Diagnosis and Management of Autoimmune
Pancreatitis- Experience of a Single Medical
Center in Taiwan

Yen-Chih Lin, Hsu-Heng Yen, Wei-Wen Su, Maw-Soan Soon, and Kwo-Chuan Lin

Division of Gastroenterology, Changhua Christian Hospital, Changhua, Taiwan

Autoimmune pancreatitis (AIP) is a relatively rare disease and difficult to diagnose in some cases. Several
subtypes of autoimmune pancreatitis were mentioned in these years. Among them, focal type autoimmune
pancreatitis can mimic pancreatic neoplasm, and this kind of autoimmune pancreatitis may lead to diagnostic
dilemma.However, the diagnostic rate of AIP in Taiwan is not satisfactory. The low diagnostic rate in Taiwan may
result from the overlook of this disease. Whenthe clinician and the radiologist encounter a mass-like lesion in the
pancreas ,and may related to the poor accessibility of EUS-FNA in Taiwan. The study will focus on the characteristics
of autoimmune pancreatitis in a medical center of Taiwan, and provide some experience about diagnosis and
prognosis of autoimmune pancreatitis. (J Intern Med Taiwan 2015; 26: 251-256)





