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Histopathology of Autoimmune Pancreatitis :
Recognized Features and Unsolved Issues

Dr. Mari Mino-Kunudoson

(Department of Pathology, Gastrointestinal Pathology Service, Massachusetts General
Hospital and Harvard Medical School, Boston, MA, USA)

H s % (autoimmune pancreatisis, AIP)
&, BEREIIBMEORMEL L RIENH SN, KOIRH
IChiEx 2729 ETdH 5. Chronic inflammatory
pancreatitis, primary sclerosing pancreatitis, non-
alchoholic duct destructive chronic pancreatitis,
lymphoplasmacytic sclerosing pancreatitis 7% & DS [AIFEE
ELTEDN, TNHOHUMTINE THAR DImED
RENTET.

ATPIE, 2UMERR D X 5 IR 1@ A 5
ng, FEREENVDLIH->TETLbINTHS. Mk
gammaglobulin & U < 13IgGH EH L, HIHUAZER
5. LIFLIEHEAL OB @ EEEICREMtE L, AT
O RIEENIRZRS. JEEEARL, ERCPICIHIT
% EFE DRBIPAENHA LN S, KIS HIEPEE
JRDOZALIF ENT, MR TIEZY > KR
o TARHEEZ LR D D NS, BirAICHAK
22 =D AIPDOZ W HUETIX 1. W{EZW T, B
BN T ERE OILHZPAE L DMK, 2. M
gammagloburinB8 X /& L IFIgGD FH, H B0
HOPUADIFEIE. 3. MEANMEKRTY VSR X T
FEE ML ORIE 2 1 - 7L D3ITHE D 5 B, 1ic
MA2H3D—778 LM AFMNEY L TOIUTAIP &
ZWiTAHEHEIN TS

S, MP@LM?TLLﬁEEHéhTU‘%%ﬁgi
U A R D R REILS DU T s BEAH AR A N U B iRt
9 5.

AIPDEBAE N TV 355

RIARAT RLLE, PR O IAHIPA & U < GRS ZE D
HREHNBH, WFICHIEEICIER UER & & <N
TWV5. WAL, FEIERKLTWSED0D, S
NS RSO BRI S S HIIE A S NN T E A2,

S 38 K OB D REAE DIEAE 72 B SEE I FR D

RN E, i) > 8Bk - ﬁxéfﬂiﬁ@(ﬁﬁﬁ“ﬂ%
DORFEFRICEED BN, KDL Z S DY, 7

I—)VEDEEERICAENE KB LIRINT
fee - TR OFRR, A%, B A bMEDEE,
AxRAEE Vo AT RIZRESD SRV, RIEMAERIE I
THEE JE P 35 K O SR A 0D K & & 0D /)NEE [ A ] J P U
B HAENS. £z, FREREEZ - 7z lymphocytic
exocytosis (I LDV VISBRIRIEE) £330 5
N3, EEEP D onion-skin” A D HEHE( L 0 e il 1
R T HRHEB LD ONS. iz, ElRE IR
FAZEMEDERK DB E > T D

R DWW TIE 9 ﬁq&ﬁﬂéfrmm\ o3 22 FR I
5N 2RZEMIEDZ < IET cell ©CD4+ DA A K
A TH 5. Tcelllc X o THH & 117z cytokine 1Y,
HLA classll ) 7 Z#iffiL TWa Z Ehbhrb, Fiz,
carbonic anhydrase II§1 it “®lactoferrinlc % 3 % i

KA, Th2-type HifkZ /T U CHRIERIGR Y > BRI iH
DEKEZS>TNBEEEZENTVS. £z, IgG4N»
BT EEbhoTETED, IgG4 LiEK & D%
IZDWTHIZDED SN TS
AIP DREERDEIRE R

AIPORRROMIELS & UT, ZWro—I, i

2, AT7uA RO, AIPOfEH2NI B LT
AIP@fHﬁ?E’J%ﬁI‘EE?’J‘%H%ﬂ, ZTNFENICONVT
fEHIC N 5.

EErDY— C HARICBWV T, Wi, mET—28
JiUXTD/I’ RICHT % KISTED G D 5 AIP X 2K

N, HZENNEEN TSNV 5. iz,
exocytosis R FIR A DA AR <, U 2 SERRIE 2 1
S BHH L DA 5752 AIPOJEF & MEETNTED,



20 Mari Mino-Kunudoson

R S 2 2R IC B 0 £ 5 h 72T %
EENRDH B LEZENS.
MIRIESIR « fhamc AR 2l e 9 C & idMiie2
BIUHERDWINTERETH 5. ML TldfHE
I ORZ & ORERIAEHE L <, FHAEMMRITEY VT
V2T DERIC K DRI EFTRD AL NRN T D
H5.
AT70A4 FOHER  IBRRICRIEORIER RS T D
H2N, ZOHEEHEBMENC K > TiTbh, T
TV T ENBEHNMICK > TEDFHIIE RS EE 2
55,
AIP DREZN DT - EHMEOREZ DRV TR
PP U Tz AIPOSERNE, JRIEDIEES % AL
X0, BEEEOBRIIREDHA NS XA T LHE
ICEIREN N SR A T O 2 I EI NS, T,
Zen 5 X, IgGAICBEE U7z HERZ OME ZITV,
CTHNEIBHCHF LTz, T OHITIZAIPICHH Y S 2 AEH]
EEENTED, TOTELRAIPZEZ % S5 Z CHIBE
/AN

HBFNZEMY  AIPOMHBRGISIERNC X DA T

»H3hH, 4, Notoharas < K O AIP7% lymphoplasma-
cytic sclerosing pancreatitis (LPSP) & idiopathic duct
centric chronic pancreatitis IDCP) D2BHC /74T % T
EPRIBE Nz, Wi S HRMERE A > 2E iR i 72 52
& 5, ## k2 lymphocytic exocytosis DA 7y &
ICENA LN, MARHIEFRE RE>T05. g,
BT TUE, Zanboni 51 X O, hfdiERD B JE P35
K UFHEEN\DIZE5 (granulocytic epithelial lesion,
GEL) O A IC X 5 708 E &N, Notohara b D7y
YL i d % &, GEL (—) OJEHIA RGO LPSPIC,
GEL (+) OJEBINIDCPICHYS T B K5 THB.
PIEDXSICAIPIX, B mEiE (1gG4BE) 1%
DRIEF X CRRHEL DS B X THHE %2 3 i
HONZFEETHD, ViE L 2DDEE 5 Tztype D
JRIED SRR ENTVWB T EHHBHLTE . TR

BT BT, 5%, EHRDHMANBET
b, Tz, REDTWFHRZ RS 2 72D Ol

Aoki7x E DR OZMIEEZ LT 505D H 5 5.
(XHE HREE, HKEE)

© 2005 The Medical Society of Saitama Medical School

http://www.saitama-med.ac.jp/jsms/



