FHEFRERICIEO &0 ER SNz, 361
DL 2PN BN THIERA TN, 1 HIEIERK
DR SN/ OUIBRAEE &l S /e,
ks n/i260>5H 1 HClEEERBICS
B IgGA ML A BNz, D 1HIT
e I 1gG4 BB R EIERD 3,

x1 BESOFAIP BER & EIEG O AIP BB &

DL
PRl R Bl e value
B 1( 33%) 44(73%) 0.193
SRS () 59(30-77) 62.8(19-80) | 0.662
SEHGERZEAAR (A) | 94.7(31-186) | 60.8(12-195) | 0.561
i 0 5( 8%) 1.000
WL 1( 33%) 25(42%) 1.000
WERRA 1( 33%) 21(35%) 1.000
JRENE K
U AN 0 26(43%)
8tk /R Rk 3(100%) 27(45%) 0.102
L 0 7(12%)
AR A
£EERD1/3
INEYE 2 0 30/54(56%)
-t /R R 3(100%) 19/54(35%) | 0.053
L 0 5/54( 9%)
175 1gG4 fED L H
E#ERO 2 & 3(100%) 48(80%)
ik
RO 1~2 0 7(12%) 0.544
L 0 5( 8%)
Tl IHSERT B (00D 0 19(33%) 0.547
1E
254 FEED 3(100%) 48(80%) 1.000
Yk 0 7(12%) 1.000
L 0 5( 8%) 1.000
éﬂu FHEFFRR | 3(1009%) | 36/48(75%) | 0.439
B 0 12(209%) 1.000

0

EMEROFT A TH - /2.

D. &%

AV AMEBHERTR SR 0 U R E R
& B B RIEPFRIEICBIE L T 5T &
FOALMENED, VWhDHEBHRL L FF
RO R > GREO R & LGRS N
TW52Y, —F, 2504 FPEYT 5 AIP
W » OBEMIC oW TiE, AIP 2l S
B\ REE IR AR R S N RER S, 10
BOHESINTNHDAT, AIP BFEORK
AT &7 0 D BT WERH LN INTWY
WD UL, AIP BEFEOKENICITESHEEIC
pancreatic intraepithelial neoplasia (PanIN) <
BEOK-rsBEFERTRDBH I &
550, (BHEES & AR AIP & R O R Gk
LIRS A LR TOHEIINS.

ARPFSE T, RFBEZ L TWz AIP B D
5> HA8R IO EHBA LN, T DFERSE
FEERT0.92% TH-7c. ThE THREINB
WERER OBEZFE Cld, BEOFERFEERIT
0.14~0.38% L SN TWBH T &b, AIP 318
MERER EFR%E DS L <EZENLLEOFRE) 27 %
BT ARREMELD 5.

JEJE & & 0F L 72 3 Bl 3 N CoHiit /IR R
D AIPTH D, AIP FIER O I IgG4 A1
EECH -7z, BT, FREOHRICIZ AT
A FHERRER SN T\, 5B ERD» 5
ER LB HOREGITHRIET 5 Z & T, HEx
G L 29\ AIP B3 OERIK _EORe# % FE
TE5 LN %.

1 MeEn &0t L 7o AIP 9% (Case 1)
FEORBNCER Y VRSB, WEMEOBRE TR L 20 (A), 28D IgG4 BioRE L AbN/-(B).

— 336 —



¢

2 BEEAE S L 7o AIP H)i 40 (Case 2)
JEDFFICEEOR% & EWH B LR (A). REMEORBEIT AT, IgG4 Bzt b rTh-72(B).

E. #&

FEBBREZE L T\ AIP BB D S H4.8% 1Tk

OGS ETDI-. AIP BEOKRBEESIC
%, REOHRDO L HFREEOEHIZ OWT
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WH—X, EAE%E, MEM—. VR
VLA BOREEBEROH R
HOMEEREROERE D v v 2R
CETR W 2011 OE BERRPIIC K
T AHBCHREEBREREOZKNICE T A&
. BB HAREBRESRE. 6.
201347 H

HTEAESE, WH—X, MEf— 13D
T M R AR BB s U A I B Ml
MR, H44E B AP T 2 RE. G,
20134 7 H

WH-—%, faAHEEE, MEfm—. IgG4 B
R EREOZE L 1ERE 1A OaRr
MERER & I DOERIZINIC BT % 1gG4 15
MR EMIICEE 3 585, 28550 H AH
LB FERE. WL, 201348104
EAEE, AH—K, MEEHN—.

tional Session (IgG4-related disease and

Interna-

endoscopy), Importance of endoscopic
retrograde pancreatography in diagnosis of
segmental/focal type 1 autoimmune pan-
creatitis. Z555[E H A LERRFEKE.
BH. 20134F10H

H. XNEVEAEEMEDHEE - BHIRI(FREZET)

1. HBFEs BAAN0
2. ERFEER 4%l
3. ZTDfl BV AP



BT BRI E WS (R IER BRI IEER)
ZEEL e

B R ERTBREI(CI TS PanIN BE DT

BroEsREE  EHTEL P RFERFEEAIIERHE SNBSS B3

HFEIWTEE
AEEREL, WRIEZ, Frh 58, BREE,

REZE K &
(R K R BB S B e B AL 25 IR 55 )

(FzREER]

Focal type O B C &M RER (ATP) & BEEOE R
T, ERCP ® EUS-FNA %=l Rl A EEREE = R- L Tn5. I4F, AIP OREEHZE
FICBEEEDEDET A VWO, BHVIEERBEOTRRE TH 5 pancreatic intraepithelial ne-
oplasia (PanIN) 2 AIP SEGNCHAET 5 L WOMER DS, ZD X 5 %BAIC
AIP 1T L TT » 7o fil@2 O RE, RIEEZD A L TEEEEILDOE %iﬁﬁfufb\%_fﬁbﬁ

(2 US, CT, MRI %O —fHy 72 BIEAR AR I 0 2

TiE, focal type @

LB, BEICHETXETHS.
A. I B (% 1]

I, AP ORGSR BT || PenN r@%7§§g74 FE
EWVWORRE, BAHWE, BEOTBRKBETH S | | PanIN1 PanIN2 PanIN3
pancreatic intraepithelial neoplasia (PanIN) 73 Case 1 | Class III 21/30 1/30 0/30
AIPEFNCHEET H L VOoMERDSH. £ Case 2 | ClassIIl | 16/24 2/24 1/24
T, Sk« 1 3EEE & O8RS EEE TR &k Case 3 | Class II 13/20 0/20 0/20
> 72 AIP OEFM 61 7% T61C PanIN JRZ O E Case 4 | ClassIII | 10/16 0/16 0/16
TEETAEAYEHE L.

RO To. EF 401, firai OMRERZIL class T1I
B. BfZe A% THY, 16¥]F s, PanIN-1%#10/K%E, Pa-

WP TREER L 72 AIPSEGI4A1IBION, B L&D
§2 9] 25 IR CHIBRICZE 5 72 4 FE B D PanIN i/
BEOREIZOWTHR Lz, 4FEFIDOAT A F
Bz 2n30, 24, 20, 168 CTH Y, ZOHH
Z & D PanINREH A 17/ LT

C. WizessR

JE L OEN P HEEECTFMCE - T 4 Fl xR
L7z, fEF L EATET O Mg X class III T
H 0, 30¥)Fd, PanIN-1 #21§F%, PanIN-
2% 1R %, PanIN-3 % 0 JREZ 7=, FEFI 2
AT OMIIaZ L class I TH Y, 2485+,
PanIN-1 % 16J% %, PanIN-2 % 28 %, Pa-
nIN-3 %= 1R E D 7. FEH 3 TMAeT oM
ZlidclassII TH D, 2080/, PanIN-1%
139524, PanIN-2 % 0JK" %, PanIN-3 % 0JR"

nIN-2 % 0 5%, PanIN-3 % 0 JRZEHD - (3=
1).

E. f&m

AIP DY A F 21X PanIN JR 2 A fF 18
L, BEEMIEZ ORI W TRIEMELD &
7% BT REMEZE & ek U CHIET 3 5 NEEH
RS 7.

F. &30
1. Gupta R, Khosroshahi A, Shinagare S, Fernan-
dez C, Ferrone C, Lauwers GY, Stone JH,
Deshpande V. Does autoimmune pancreatitis in-
crease the risk of pancreatic carcinoma?: a
retrospective analysis of pancreatic resections.
Pancreas. 2013 Apr; 42(3): 506-510.
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G. HtZEx

1. BWCFER B L

2. PR

1) \R*EZ, HWHEFeEA, ABERL. IgG4 B
HPENRER B OZW 1R B O
& & pancreatic intraepithelial neoplasia
(PanIN) %5 & OBg#. JDDW2013.
VIRV A4, FHE. 20134108 9-12H

H. X8 EMED HEE - BRRA (FEEZED)
1. BrEFEUS B L
2. RRAFRESH 24l
3. ZDft B Y
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A4 BRI SR MRS (AR BRI 2E)
S EPER S E

1RHEGREEEXICESTD~Y 7R 7 7—200%mE
phenotype (D W\ T DT

UroeEE EEERER ARhiuRboRERER EEME

FHFPFFEHE

NE 0 (R FREREZ TR - MILRSEER AR A TR
oS ERA T RBEREZHED, BEEER (B R PR W R E R &R

[(HEEER]

1 B0 B AR (type 1 autoimmune pancreatitis; type 1 AIP) Ti3fEsENGHEL A TR ¢ A< 7
07 7 —3Y D% < 13 CD163, CD204B5M: TH % 45, CD205BEMAIII AR CTH A &h b, BED
RRHAoALIC & 0, OB A~ /70 7 »—VBRFEL TWAEEZLNS. Z O phenotype &
SRRz LD LT A7, type 1 AIP 13#11Ic oW T, CD163 & CD2050) —FE#ufh & CD11c #ufh,
ZHitT L7z, CD20513BMMnZ 1T & A YBOEWEM S B 55, U VRER, HEMERERCH
HMIfaR % <, TEERBHEI S OBR< 707 7 =BV THU T A% &7k AIEGIDED
b7z, CDllcid CD205&k 0 4%, CD163L VI3 OBR< 07 »—VICBEE k-7 U
VNEREERIC Y CD163, CD20473 &M, CD205, CD11cA B ORISR biz. “EYLEIC
BW TR~ 787 »—03 CD205, CD163723 & H 1M, CDIG3HBEMTHME LD, U v
i, UV SEROFEETIREZRTS Tld CD205D A5 OMIfa A A bz, Type 1 AIP iICI1F AR~
7077 7=V CD163 & & HIT—FRTid CD20535M: & 70 A C & AHERR I 7z, T @ phenotype %
R <777 —Vid type 1 AIP [ZHEATH 525, CD205BMAT ROBFRIC OV TIEEICHEEF 2

PEhns.

A. BizE By

1 E O FER (type 1 autoimmune pan-
creatitis; type 1 AIP) DZWHIMEIT R Th 5
TERRARAE LI R~ 07 v —VOBEN
0, EERE T CD163, CD204, CD205 &
WoloM2HM<ro7 > —v<x—h—BGEHE
L7 % . CD163, CD204BE M B e L ¢,
CD205BM ML C < —FICHEBE L7 A DA
T, type 1 AIP ORFERICTIIEEBIICE L 5
IOy —VPFEL TOBAERENE 2 D
N5 BxPEEHL TE 7 type 1 AIP L4t
DORIEHERE T, CD205B3H ML CD163,
CD204 & M L /e fimmd. 2TD3I DD
X = —DBE—DMERT I &idtype l
AIPOEE EEZONDHZ ELLREICKRES
To7z.

B. iR F%
Type 1 AIP 136 >\ TCYBRBAD R <

U VEIE, /NT T o EEARAE AV, M2
M<r7na7y—yv<x—7h—%& L TCD163,
CD204, CD2051Z/n 2T, BER - <787 7 —
U —H—T%H 5 CDllc DGt % HEifT L
7=. %7= CD163, CD2050D) —FYuta A it T L 7.

(R EEE A~ DOHELRE)

C OPFFEIR BB P RRBTRE R A R S K UE
BARTFREE T, BABROKEICEREZHE
R BATEN . CORMEILRZE B TaRIC
BONIRET — X2 HOARAEPIET, b
FRNRE G2 B, ERIERRR TS
D, F7HERE O % i EBRME SR
REEOMBEI RN EE2 5.

C. iR

UVRER - WEMRERRE, <707y —VIC
X DI OBREII I T ETH -
7o, NESHERIR 2N, B EICNER”S
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X 1 Type 1 AIP DR~ 707 7 — VDB WEF(A), P WEFIB). A Tid, CDI163, CD205, CDllc & U F A
YT, U VSERESRIR (R, UV BRI (%58) Tid CD205. CD1lc @R & 7t » T\ 5. B Cit, CD163iEHk
RO 7 —IREMEE B DD, CD205, CD1lc iZ U v/ SEREEICEB L TBE L T TV 5.

il

B

B2 vUvRER. BROEEROBER LY v\ ER T, EiRMIC CD205, CD11c #EEE OMAg 8780 B, CD1635M: Ml

RElEREICRDON 5.

3 Type 1 AIP: CD163, CD205D thiifig. U v/ NEREEFEET (Fhgeif) 11k CD205 53 Bgilt CRatE & 7 A M 538 b, AEICiT
CD163, CD205 & 3 1B, & 5\ ik CD163EIEMOMIanTHD b 5.

F OB RIS IERRIC IR S BAER], BB RBEOZE
LB ERDIEF], /NEPIC S IERERBFHE LD
SEALDOGEEES, BIFMIEED D7 < KR
b BN OER 7 ¥ hEa /. U VB
L« OREICRD b,

CD163, CD204F5 MMl T W3 N DFEFIC I
WCH/NER], BEFAHEIE D O/ ERNE TIA
<HARL, HERREEZELOZ LWINERIC

HRd BN/, CD205FEMMEEIEEA S
ROIENEG S B A5, U VRER, HEMRRER
TR A B 7 TESEIRARRE L & TP 3 A IR <
s 7y —VICEBETRARD LN
CD11ciZWIFNDOIERIZ BT CD205& Y
H 4, CDI3 L W 3AFOBKR< 707
7= ST 7. UV NERIBICI
CD163, CD204 232, CD205, CDllc 2[5
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HOMBERFRD Nz,
CTERATE, BRI T s -V
CD205, CD16373 & & IZBH D %\ i CD163
DHEMTBREE -7, UV INERT TR
CD205D BN & 7n - 7z, UV INBROFEE
REEZRIT I\ T CD2050 ZBEME O M fa 25
AbNnyz.

D. &g

Type 1 AIP OIREIZIZ U v/ 8k - THE M
EEhiz, M2EBR~< a7 7 —VBEHGER
HHND. ThbHbXI7E7 7 — VR REYRE T
CD163, CD204 73 & RICBEME &7 Y. BRI
RED A B 25 FOIRIC B8 9 A 813 type 1 AIP 12
BEAFRTH S5 00, CD163/CD204k5
<77 > —VR I EIELRIEREERETH
BEICFRRD b A, —J7 CD2051%, U v/ /NE
a0 A ME AR TR R ZE DFIIRIK U v/ \ERR
RO RIRES 570, BE Sl
Btk & 72 5. LT« OFEH» 6 CD205253
CD163, CD204 & [Fl— DA 7~ Dl type 1
ATP 2T R & & 2 Bz,

TESEREAIC LD type 1 AIP @ CD2058E
MM CDI63 L A—D< 717 v —UTh
5T EMERI NI, TOEMEEIRCY VN
B EFE T A4 Tk CD163&M:, CD2058E
Mrinorz. T2 L7455 Tk CD1lc & 58k5
ML B enb, Vv NERATEER SN S E
LR TE 5.

CD2051%, PLRED A AZAMAKT, B
Falzem < REL, U VoSBT #RasEERIC BT
35 CD205 85 8 5 ZUELIR A f L 1S e
BEOMENCHA L SN THAY. R bR
LG ERL, REERRILODDHCOHR
DI ARG L TWwWA 3 bY. Type l
ATPIZ B8WTIE U VR, WEMED % W E
B0, FEFERGRHEL O IR E G Tt & 7 %
EAH 0, HEWEOIEE & ARJEELH 5
—HT, BEEEABRICOVTIIEFNTETS
5.

E. #&m
Type 1 AIP IZ BT Bk~ 07 7 —iC

CD163 & & 12 CD205 35 & 72 5 & & 25Tk
AINJ. D phenotype Hn T <y AT
> =T type 1 AIP ICEBEPTH SH. —ED
AWM & 705 L BRIEDHERE & OBHEIC
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FEA @R e e ERtREERbIEES)
SHEPEREE

HEREHEEXE T LIILEF—LORGR

Proes s ERESE RpUEIEARBE LSRR R

kR SEE

ke, BEMEBA, TEMYR, Bk &, DREZX EREE

R BUERLETA R Be L s PIRH

[AEEE]

B O R 69BIR29% (429) 127 VIVF =B R/, zhbit, TUVILF—MRBR®E&T
TEMHELTH, MR 561, AT LVILEF—4 6, ERE26, 7 rE—MEEL 10, BEEMEA
1TE, Y1, 7ova—)L 14, #1601 TH->7. RAST /L MAST % 147 L 7= 24%1- 1841
(7598 ICIBMFT RA D/, ERBHERRE L Cid, AFA26), b /F6 ), 7AWFIVA,
AR GH), A=, asF, arb gy, XZUFDRETH 7. FEEERIELIL62F4104]
(16%%) 1z, M IgE O&EEIZ6061+36%(60%)ICz8Dd b, I IgE BERE L EWFET, mh
IgG 1 (2062 mg/dl vs. 1826 mg/dl), IgG4 fE (559 mg/dl vs. 312 mg/dl), 7 VIVF—EBOK &
(16471 vs. 1061), ZSMERER OBEE (1261 vs. SN ICB W TEZRBD D - 7o, —HD H OB MRER
B WT, RBIECT VILE—OBGEARE XN

A. HIZEER)

HOEMEERERIT, BOREDRERT &L
TEzZ2BNTWAEY, RALZAHRITEES
NTwWi\w., fF, BOREERERET VIV
F— L OBEMSPREINTHS. SE, B
D HCSERERTIC BT A7 VILFE— L DR
B DWW TR L 7=,

B. i /A%
TUVIVF—EERBOFRYERTE/-HOR
BEMEE RGN BT, 7T UVIVF—HERD
HRE EZONREFAN/z. 261, RAST
L < 1d MAST # I L 72246012 D\ TG
BB IURRWE B L7z, £/, IgE %l
EL7-6087% 5 IgE B (IgE>2501U0/mL) &
IgE IEFHAIC i THRIR B % FeitsaT L 7.

(MR EEET ~ DELRE)

KL, BRI LHELRERREL £ L0
Teh DT, ERBEBEABBFEEINL LTk
<, MELEMERVEEZS.

C. AR
1. BOREMEBEREZICST A7 VIVFE—K
EEROHRREK

H OB R 6961 2961 (429%) 17 L v
F—RBEADIZ. TNBIE, TUILFE—HER
e EBmELTE, WESH, EXRT VIV
F—A44l, BRB2H, TrE—HEERL
B, @EEMER 1 F, DoN16], TIva—
V16, BH1HTH- 7.
2. RAST 72\ L MAST O#5 R

RAST 7z \» L MAST # 4T L 7-246174 184
(5 IR AR 7. BHIRE & LT
X, AFA26) 5 v JFG6F) ; T AILVFIL
A, AVIX(EL5H) ; A=, aLF, aF
Law, XZ(&K460); 7IvrbFu7, N
VUL, Iy, HE&E3F) ; E, T
Y, NTAFX A, Tx7Y, hEHY, 8k
(%2@); 75 FARU YA, 77 AR
DI A, INVHY, Nrbaox=, dF%7
U, XURA, E—Fywv, VN, TEF, I
Ty F(&£1H) TH o7z, RASTZ L
MAST Bt 61 & a1, 1A IgG i (2030
mg/dl vs. 1774 mg/dl), IgG4 {E (390 mg/dl
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vs. 494 mg/dl), IgE & (5191U/ml) vs. 278
1U/ml), FEEER% (443/mm3 vs. 198/mm?) I
Bl & e 2Eldindr - 7z,
3. Ifirp IgE @ & &R E

IR ER S 2 13 62617 1061 (16 %) 1, M+
IgE O & E 260 FIH 3641 (60%) ICFE® b1
7o. 1A IgE EEHRE & IEHAE T, M IgG {8
(2062 mg/dl vs. 1826 mg/dl), IgG4{E (559
mg/dl vs. 312 mg/dl), 7 UVILF—EEDOHE
(1641 vs. 1061) , ZMEBER OBELE (1261 vs. 5
PNICB N TEEBDOLP - 7.

D. #8

H O REAR H OB RERT & LT
HEEINTWAD, BEEFURITERILZER P> T
Wi\, BRSO R
BRI EZD, BRmOBHICHFREL, A70a4
FOAEMBICE LT 5. £/, KEZW
BRT7 FE—MEERREDOT VIVF MRS
DOFRIERERF LR VBRA D 5 L35 Th2 B
FOHIENE T Mo %R RS2 B R RE
REEZETLHEL TWAI EBHESIN T
Y. 262, HEAEERERESE TR, TV
)V — B 15-44 %25, IFERERIE % 5 8-28
%235, B IgE IMAE/R34-86% 2P ICFRD HN A
LHEINTWA. 22T, AT, 7L
WF—DRA & 75 A PRI 3 A ERM 7 IgE
B A HE T 5 RAST 5 L U MAST #» H &%
FEPERER BT B W THIE L /2.

AR TIE, 7 UVIVF—E, FBERES, 5
IgE MiEV:, HOREWHEREED36Y, 16%
FO0B IR bz, BObN/IERT LIV
F—IEL, TUILVFE-EEL - RELWET,
CNRMMOMEVITHELIL T, HOARE S
JRE 48 B35 1T 3817 % RAST ¥ & 1 MAST o I
EDHRETIARED WD TTH B, 75% &
EVBEHRESE L. OBRIE, WEELIR
PV EIEET A R EDMDT LV IVF—
YRGB I THN TN WO TE L A
WETHAHD, BOOEEREROBERTZE
ZHDZXTERELT—XTHAERDNS.

E. %
HOMEMEREEZEDT5% CRAST 72\ L

MAST 3BT H D, —HD H AR

IZBWTHIEICT LVIIVE—DB 5 RE X e,

F. &3

1. Zen Y, Fujii T, Harada K, Kawano M, Yamada
K, Takahira M, Nakanuma Y. Th2 and regula-
tory immune reactions are increased in im-
munoglobulin G4-related sclerosing pancreatitis
and cholangitis. Hepatology 2007; 45: 1538-
1546.

2. Kamisawa T, Anjiki H, Egawa N, Kubota N. Al-
lergic manifestations in autoimmune pancreati-
tis. Eur J Gastroenterol Hepatol 2009, 21: 1136—
1139.

3. Sah RP, Pannala R, Zhang L, Graham RP,
Sugumar A, Chari ST. Eosinophilia and allergic
disordéfs 1n autoimmune pancreatitis. Am J
GastroentAérol 2010; 105: 2485—2491.

4. Hirano K, Tada M, Isayama H, Kawakubo K,
Yagioka H, Sasaki T, Kogure H, Nakai Y, Sasa-
hira N, Tsujino T, Toda N, Koike K. Clinical
analysis of high serum IgE in autoimmune pan-
creatitis. World J Gastroenterol 2010; 16: 5241
5146.

5. Abraham SC, Leach S, Yeo CJ, Cameron JL,
Murakata LA, Boitnott JK, Albores-Saavedra ],
Hruban RH. Eosinophilic pancreatitis and in-
creased eosinophils in the pancreas. Am J Surg
Pathol 2003; 27: 334-342.

G. HrssEx

L. GCFER
1) Kuruma S, Kamisawa T, Tabata T, Chiba
K, Iwasaki S, Fujiwara T, Kuwata G,
Egarashira H, Koizumi K, Koizumi S,
Endo Y, Fujiwara J, Arakawa T, Momma
K. Allergen-specific IgE antibody serologic
assays for patients with autoimmune pan-

creatitis. Intern Med, in press.
2. FEFE AL
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H. MIMEEOHEE - BRRR(FEEED)
1. HFEUE BN
2. ERHIEEG &4l
3. ZTDA AL

— 347 —



R4 BRI B WS (SRS R R)
SRR S

1 B AREEER(CETS CD19+CD24hCD38N &l|#14 B M2 D&t

BioemisE  RRR— BIPEESRCE IR S S GH LIRS

HFRPIFEH

FEARR, WHE—X SEILUERIT BIEERRYPIRHES =3B (HALSRITIRPIRD )

G B DI UGN L TW5 L HEZE I N,

(MEEE]
KA1 H @O CD19+CD24riehCD38kigh Breg & IL10BEAEREDRIRICOWTT7 O —P A P A U —%
FANTET 24T - 7o 12 ATP @ CD19+CD24e"CD38high Breg (338 L Tk D, HEEADIEE) = HH

A. DIZEERY

20114F, HOMmEMERERZHEERD V2V
Y2 (ICDO)V HhFFI N, BHOREERER
(AIP)IZ 18 & 2RICHEINAH LD IT% -
7o. KIOAIP DIFEAEDRT1IETHY, &
1G4 MAE# 7R, LIX LT LR E R, B
{EHEMERIR 28, PRNEIEARAELE 7 & O SHRA &
G095, F/ORBEMEMSERNCE, EWHR YV
INERS 1gG4 BT E Ml ORI, TERERARAE
1k, PAZEMEEIRAR = F & 3 5 lymphoplasma-
sclerosing pancreatitis (LPSP) <
Idiopathic duct centric chronic pancreatitis
(IDCP) %21, AFuaA FREYTS.

FAE, BRBOLcd IL-10% A0 L CTHRIE
RIEEHs 52972y FDFEET A LD
&5 S NEIEME B i (Regulatory B cell; Breg)
% Mizoguchi HH|E L 72D %o & LT,
T AZBNTE S O DRI N T XY,
E FMCBWTHE Breg DFEEZ DL DHEDHT
TATH - 7228, THFE—OBH AR BRICE
WTHICD20E / 7 11— F )UHiAA (rituximab) %
BETHIETHET S EPMESINTY
%5, Bfifass T Mg dIfE L T % Al ek 2
WEINTHLDL, b FICBIT 5 Breg OFED
HHSIH, HOREEEICKT 5 Breg D%
PIRE -7 TATHAH. BregDU 7ty b
& L T CD19+CD24highCD38high 73 % 45 X 1T
WA, 1 ATP I k1 % Breg OB 512D
WOERZEHE N7, SEfk ~ 1%, 13 AIP
IZ B %5 CD19+CD24highCD38high Breg & 35

cytic

I OWTHRET L 7z,

B. Ht3e sk

WEFREER T, ICDCIc Lz ni- 18
AIP B35 (2161), BHREREE (1460, FE
B 0%, #E A QCHH) ZR5 &Lk,

& B O R MY 1L # O CD19+CD24highCD3high
Breg & IL10EAFRDOBIRIZ OWT T H—H 4
AU —& BTN 24T 5 7z,

(PR~ DELRE)

KPFFED Iz DICFT/- i EEmIT R, BHEOZ
BCHEONAREBA TN+ 5. £/, H
5, JREEAMRZ & D7 AT R ORI~ DOF
FIZOWTHBERADORE 1S5S & IR
ICB 7> TidFln LD ARD NERD S &
B IOBADREEINS C Lidno.

C. MR

1% AIP B % @ CD19+CD24hishCD38bigh
Breg (6.44% +0.70%) L, EBMEEEREE (4.73
% *£0.57%), FEREEE (3.98% £0.42%), &
TN (4.84% +.440%) LB L, WINLEE
(P<0.05) 1z L T\wWi-. —7F, IL10+B #f
Jaid 120 AIP B3 LB ANICHEEEN &<, 1
%I AIP B %% @ CD19+CD24biehCD38hih Breg
DR L M [gG4 EICIIHEI 2 BD - /2.

D. &%
Hxid, 1THAIPICRIT S [gG4 EEAREIC
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ICOS Gt w8 T M fg (Treg) DEA T 5
ILI0MBEE5 4 A & a@mELD. —7F, D
H O E R A (SLE 72 8) I B8\W Tt Breg @
EA TS ILI0DBEES & & &1z, 1gG4 BEE
BIZ BT A Y rituximab BRI TH 5 & OIBE
L0, BiifaoRRER SO EESE b IEINT
W5, SEOKRE T, 1HAIPICE W T
CD19+CD24hienCD38hieh Breg (3B 5 L T\ %
25, IL10% 4 L7 1gG4 BEEA B ICBE 5 L T
HA[BEMEITE W S HEZE I N

E. ¥

1% ATP I2 3\ T, CD19+CD24hishCD38high
Breg (2B OTEE 2 IHI 3 % 72 DI KBS
L CT\w5 I

F. &30

1. Shimosegawa T, Chari ST, Frulloni L, Kami-
sawa T, Kawa S, Mino-Kenudson M, et al.
International consensus diagnostic criteria for
autoimmune pancreatitis: guidelines of the In-
ternational Association of Pancreatology. Pan-
creas 2011; 40: 352—-358.

2. Mizoguchi A, Bhan AK. A case for regulatory B
cells. J Immunol. 2006; 176: 705-710.

3. Duddy M, Niino M, Adatia F, Hebert S, Freed-
man M, Atkins H, et al. Distinct effector
cytokine profiles of memory and naive human B
cell subsets and implication in multiple sclero-
sis. J Immunol 2007; 178: 6092-6099.

4) Yanaba K, Bouaziz JD, Haas KM, Poe JC,
Fujirnoto M, Tedder TF. A regulatory B cell
subset with a unique CD1dhiCD5+ phenotype
controls T  cell-dependent inflammatory
responses. Immunity 2008; 28: 639-650.

5) Hart PA, Topazian MD, Witzig TE, Clain JE,
Gleeson FC, Klebig RR, et al. Treatment of
relapsing autoimmune pancreatitis with im-
munomodulators and rituximab: the Mayo Clin-
ic experience. Gut, in press.

6) Blair PA, Norena LY, Flores-Borja F, Rawlings
DJ, Isenberg DA, Ehrenstein MR, et al. CD19

(+) CD24 (hi)CD38(hi) B cells exhibit regula-

7)

tory capacity in healthy individuals but are

functionally impaired in systemic Lupus
Erythematosus patients. Immunity 2010; 32:
129-140.

Kusuda T, Uchida K, Miyoshi H, Koyabu M,
Satoi S, Takaoka M, et al. Involvement of
inducible costimulator- and interleukin 10-posi-
tive regulatory T cells in the development of Ig-
G4-related autoimmune pancreatitis. Pancreas

2011; 40: 1120-1130.

G. TAzeRE

1. FSCHE L

2. FoRF B L

H. XA EMEOHEE - ZEHRA (FEEZED)
1. B AT L

2. EFHEEBE 4L

3. A ML
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BAG BN MEE (HHR R B SR/ EE)
SHEBPER S

A REMER(CET 2 EADBHERE~SMTET LR WG~

proesiE HH O BEAKRFEST AR R EE LR IR R - BIRFR

HFIEE

VeERRbEEE, e J, AF & sz, BARE, SIS, ILEEA, AR HE,
Jetissk, SHWE, M bRE EARSESEMPIR LR E ML s PIRSEERET)

[AEEER]

H OB (AIP) Tl WEED 272 6 F N IMEREREE L R b 5. AIP ICBIT 5%
WHSREEEOFERF OO L DICFEBRRE 2 b, BHZE Tt aly/aly Mt < 2% AIP OE#E
FIELTHY, BERORFE, REBFICBEL Thnafi-o7/cbslAh, AIP LB SEEERITE
LT AMPABENKETH HuJREMEDREI N/, 4E, FHiIZk o AIP, AIP LSO R
% (CPYEFI OB VTR Lz & 2 A, AIP, CPEMl & dICHEERRPHSWMIEEE 1T &
AERDIIp o7z, SEOBFHCEWTE, BRRNICHZWEEZ 2L TORWERABE L, UkA
PEBEEPAIEL ATP <0, JERMEHICP 250, XVREEZHEPL L/ L TOFMIALELEZ LN,

A. THZRERY

B Ot s (AIP) Tl EMife, EEM
faa7s & DA WD 7% B 9 P W HERE & [
EXhABY. AIP TOWNSIMERER E O RIE
FF i3 A4 25 WA BR AR ME AL AT £ > P43 WA R O 1 1 [
£, REFRICELES VrVNV AKRE (S
KE)BEOWMEZEOHENE 2 LN TWAHY.
BEIFEER EHHRIN, AIP LR B
RIEHIBEFE ARIN & s 5 1 BIBER R & 0%
BERBEEAE2Z LN TWAY, AIPIZkIT5
PEER OFEREBFFICBI L TR £72 50 bt
S TWirw. DRT LV EH 53 aly/aly M~
o A% AIP O##E57IV & L CHV, Tk
DA I RREE %t 0T AIP OSREE, SR
O, BHNETY, ELTELY. 20
%, AIPIZBi RS WEREREEICE ST
B L, aly/aly fEtE <~ 2% T AIP IZ 61
%R WG ES SRS OWEE, FIERFIC
BIL T AT -7 &2 A, AIPICEBIT A
BREIFELTHMBEEELARETHY, M
RBP4 BRER, ADWEREEREESEL 5
TREEDRBE I NEERBEON/IY. £ T
Llal, Fi-wmFHEBE LT, v D AIP,
AIP LIA DRSS (CP)IE B O BERELIC 3317
AHSWMEEIZ OV THEH 1T - /-,

B. WAZE A%

BEEDREE T E WO ATV, F
191z AIP OFEEZICE > 7= 56l LU,
B U BEREAIEE TR\, BHWIEEKR
MEER 7 & A OHEIC 9 S IAE B B ORI %
T - 7= CP6 FEBI DBV R e f S & L /.
7k, AIP OzZWriivIn s GRURFOEA
S5 EAG HE TR TR SRR T IR - B AR S
IZ & 5 BB A ERR L 2 I, T
2wt g s L7z, AIP, CPHEHI & 12 HE
Pt LU, NHOWMRAIOFHE B TA VA
UV - TV AhIVREERRITL, BEERE LU
P IR 2 DFREE IC O\ CRENT, Bt a7
o 7o APFFRICHW L, mEELREIC
HOZEHEEBOD LRI N, Beda 1o 72,

C. R

AIP6 SEFIOBEEFRIC B \WT, WIhLHEE
ROFTRIZIFITRD T, Tl AW TR
B TL B - IcEEOHEME, TNERALR ED
TREIZEAL A Z Ldr > 7. S BT Wb
OFHECTh o - fHIEE S ICHERHFR/NTE
D, NoWMBEOEEIZIZEAERD LN
-7z (Fig. 1). 7k, SEDOU V/NIR, WEM
FaiR - A BIR R, TR LR & D
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Fig. 1

Fig. 2

ATP [Z B 70 BRRFT R & B CRRD b,
CP5 Bl OFEFMEIC BV Th, AIPFEFIOYIE
Befk & FIRRIC, BEROFTRZIZ LA ERED
7, BEDOHIME, RER b & ORERIZAL
b2l ode. WoWARNOFE TS o -
B ARG & LI B FR o Tz (Fig. 2). 7
721, WENOREFS CP & L TIETHIC D
DA S EE CH AR, 2k LIS
ORERIELIIIA I BEADRD Bz,

D. #&

AIP, CP Otk & S ICH O i EE R %
B4 KEEERATERr 7. £/, AD
W E AOFHMmEICEE L Td, HEMICIT -
BAIIE & IR NTE D, aly/aly HE
M= 2% AW T T IV COPFEREED &
OTEENR R SN/, AIPFEFNICEE L Tix, &
B ER & L 7o\ N OOFE Bl b BRI BV Y551k
REEESEELL TBOT, BERBEDOLN
HEME Tl oo E 2 b 5. L
Do, FOREMZESC LN WEREESY
E/LTW5 AIPEGI CHRE T 5 L BKHE
&z hde. CPIEFNICEEL Tid, AIPEHI

EFRU < ERRAVIC A IR RERE S BrE L L C
WIRWERI S EENTED, FRRICEENZ X
DR LA VA VB Z BT HREKR & & 0f
LTS IEUEH CPIEFI TRES 95 C & 204
BEEZON/. EH6IT, AHOWEEFEDFERE
LU CEERNAZWMREGEE 20 T <, Mk
EELEDRED > TOWAREELE 2 b,
WL T, K ORBEFEZHEP L TOWHERF
MANETH A EEZEZDLN, oA ERHE
HTWA.

E. ¥

b+ AIP, CPEFIOREMEHAVT, A
S WA B DT 2 & O N - WM B B EIZ D\
THRF %17 - 7. ABFFETIE, AIP, CPIES
& AN WHIBEESCREE R 71T L A EROT,
a-BHIRE S BT AIP B 5 VISt U 7
N\, BERENMEALZEAZEDTOX
LI ABEDLELEZONS.

F. 2&38k

1. Kamisawa T, Egawa N, Inokuma S, Tsuruta K,
Okamoto A, Kamata N, Nakamura T, Matsuka-
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wa M: Pancreatic endocrine and exocrine func-
tion and salivary gland function in autoimmune
pancreatitis before and after steroid therapy.
Pancreas 2013; 27: 235-238.

Ito T, Kawabe K, Arita Y, Hisano T, Igarashi
H, Funakoshi A, Sumii T, Yamanaka T,
Takayanagi R: Evaluation of pancreatic endo-
crine and exocrine function in patients with au-
toimmune pancreatitis. Pancreas 2007; 34: 254~
259.

CEEOC, HPEE LR, B, K

M E, deiEsEk, SERRE, W B, S
M5, M R, HEEE  BOREERER O
BRBET IV ERERTE —aly/aly HMEET V%
AW/ mBEO MW —. &HEF 2007; 62:
1925-1934.

Yoshiki Sato, Hitoshi Yoshida, Shigeki Tanaka,
Tomohiro Nomoto, Tadashi Honma, Tomoyuki
Iwata, Takahisa Yamazaki, Akihiro Yukawa,
Katsuya Kitamura, Tsunao Imamura, Akitoshi
Tkegami, and Michio Imawari: Features of and
mechanisms underlying insulitis in aly/aly male
mice as an animal model of autoimmune pan-
creatitis: Activation of CD11c*, CD4*, and Th2
cells and predominant destruction of f—cells:
Showa Univ ] Med Sci 2012; 24(2): 139-153.

I E S

1. Gm3CFERR
D HH . SEERORBE, BEERHE

2)

ERIEER. R, IR & BZE - BER
BOZKEWBE: 7y 77— 1] 2 &
B, HE. 2l &L, 2013; 101
(5): 689-694.

HH O, deREEER, BANE. BR-Z
MR - BHEER - BCREEESR
(AIP)- Pancreatitis—Acute pancreatitis,
chronic pancreatitis, autoimmune pancrea-
titis (AIP)—. B EF I T 5 IO\
F-EEBA - mReR [ LEAE]. BE
BBERE<Z 2 70 2013-14. [B L%
. BLEMRELZRS B, . ®
RES#. 2013; 523-533.

2. FRFER

1)

2)

e Dl A, JbRRsk, WWE H, A
B, sz, BANE, mEREE, F
H . HOGAEERER & OS5 H#
TdH - 72 1gG4 mEZFF S B O—Fl. F
4418 H APEIRF 2 K4. e, 201347
H25H

Sato Y, Ishii Y, Iwata T, Nomoto T, Ike-
gami A, Kitamura K, Yoshida H, Fujimori
S, Aoki T, Murakami M, Sasamori H,
Ogiya Y, Gokan T, Oike N, Morohoshi T.
A case of lymphoid and fibrous nodule of
the pancreas. The 6th Showa Pathology
Seminar for Pancreatic and Hepatobiliary
Disease 2013. Tokyo. 2013.3.16.

H. XM EEDHEE - BRI (FEEZET)

1. R FE EErY”
2. EMFESE &A%l
3. Z DA, NP
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RS R e E B S (BERMERE S TR ZEES)
SHEPTFEER G E

IgG4SC & PSC DERIZIIC T2 NEEERDE AEDOKRET

wroeshes EREE BRI R EREARE Y v — iR

R FEE

REESE ], BIEFRESL (BT KM @R e LR
AEBIE, P 5 EEHILREMEREARE v % —)

Z ORI B M el 5 5.

(MREE]
FrFTIEEDR7E = 29 % [gG4-SC, PSC, IFFIEIREROENOMEIZE & LT, + 457
ERORFAEARFT R, 1gG4 Hetar AW/ AHREARAT R, [gG4-SC I

BICHHEE TRO LN,

A. TR BERY

PSR ERAE 2 2o FRE & LT, 1gG4
B8 i fE % 58 (IgG4-SC), PSC 3 KL UHF
FISIHE RS D 5. £ ORI+ iRiHFL
AT R L UEKROFRAEAHE I N T
A 1~5)

Sal, PR IEERAZEREOMBZN & L
T, AEGATR, fEdes Ayt 18k
SHERAEBEOF A Z BT L 7.

B. W55 % (fREEE A~ OHECLRE)
1gG4-SC (FFFIMRARE SR REFI D A), PSC,

PR AR &« O+ 8RB FLERER O AR &RT
R, 1gG4 o % A 7o+ iR FALERR O 4K
FREZWT A B Lz, 1gG4 e, WEM
REZRDIHET, 40065505 CL0E L |
DEEEMROREL SN IEHEME &L
7259, PNBEEERIC DWW T, SPE204 7 A
ICEREmEAES TRRIN T A (B
196).

C. HizetER

IgG4 BRI B Cl3ssny 7z, +igBILE
EOREEE FIEBREOBEKRZ RO, NHEEMR
1%, 1gG4-SC Ti388% (14/17), PSC Ti%0.5
% (1/18), FFFIAEE R Tid112% (2/20) Tk
METH - 72 (p<0.05). PHEAM TIE IgG4-
SC C13290% (15/17), PSC Tix 0% (0/18),
FFFIEBREE JE Cid 0% (0/20) TH - 7= (p<

RRIRERT,
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Y72 19G4-SC (CH T 5 T IR BEORERFAR

s

FIE(C 19G4 [ iR EZ R

&7=(x400),



0.05).

D. #%&

£, BAME TOMEBRTH - 720, +
BB ORI R ERRT R, SR
& 5 1gG4 Jettid, PSC, FFIECREEE & O
HMZHHTH - 7.

A,
E. l\]ﬂq:ﬁﬂﬂ

PR E SR A ORI OB & LT, +

RGBT ORI R R, 19G4 Rfa % 7.

BN IR EE AT L, W & H AL ATEE
WRB 5. S, iR SENZITY, CORE
% TR L 7o\
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G. AZEHREX
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B4 BRIt E S (BRI R B S TIRITIE )
SE RS S

2 BIR C Rk OB ERARRR

ProtmEE  KEME ZFMRAA LY X —hREEBELRNRET ER

KA FEE

/oA, ek g5, SR K, UEEER (FREAA L F — R ELERPIRRR)
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H AR AIZ BT 5 | O R ERR 2 W 2L 8 (international consensus diagnostic criteria for au-
toimmune pancreatitis; ICDC) @ 2 #l 35 J: 1t AIP-not otherwise specified (AIP-NOS) DEREA B & >
K52 EMEL, BEIHE - BRBICOWTHKRE Lz, AIP 20T E 2 EFIT5161F454)
TH-o7z. ZTOPHRIT408123 1 F (definite 32, probable 8), 5 73 2 &l (definite 4, probable 1), %%
6 BliZ&fl AIP-NOS Th-7=. 2HDEFID>H, 2 FIIVIREEAR, 2 Flid core 8T definite &
2, 1HEBERKBROEN E AT A FADORIGHE T probable S ZET L, £HIFRAZEDT
Wizl AIP-NOS ¢ 2HiL7c 6 FID> 5 1 fICIIFRzROz. 2 AP IZEAATLHRL THT
B EBRmmaniz. AIP-NOS &2l SN/EFIOFIZIIHEEZEIEE: 2 T 0 Tk <,

TRAE TN OB TREE SRR S N7z, 5813 AIP-NOS & 2W7 S N/EAIOKEMPBLETH
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B C50 5 1 I 48 [ B 22 B 25 #E (international
consensus diagnostic criteria for autoimmune
pancreatitis; ICDC)! O##L, REBHBDOAT
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e L7z
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A ¥ C idiopathic duct-centric pancreatitis %
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BHEDMTONERPEON/.. AT8EA( Fa#HE
G U7 - 72 UIBRIEG 7 & D 5 Bl &6 CHA
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