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B4R e B e (Rt E S RPTZE )
e TEPERE S

HeREMEX(CH T2 EATMEEEE~BMET IILER O IRE ~

HoEskEE HH OO ERFESMAR R E R SRR B - 2R

LR IEH

vegstiZE, 1 0, A &, SmilZ, BAME, @IIE, WEEA, AR H,
ek, SRS, hEREE EARFESIBPIR R B H LS I RSEETT)

T ELTHY, BEROWRE,

[(ARER]

H OB ERER (AIP) TR WEED A7 b T NS WEHEEE RO LN A. AIP KB 5A%
WHBREREEDOFIERF O U & DICEBRBE 2 b, YHKE Tt aly/aly #itk <~ 2% AIP O
FIEHFICBE L TR 2 T o7& 0 A, AIP BT AERIZE
L CBMIIEENREECTH S REMEARE I N/, 4E, Hick F O AIP, AIP LIS OB M
K (CPYEF OB A VTR L= 25, AIP, CPEMIE HICHEERLAS MG ELIT &
A ERDIEd o Tz, SEIOHEFHCBW T, RRICAZMESZEL TORWEFIBE L, A
MREE M ATP 2, FERERICP 240, LD AZHEO LA ETOHEEALELEZDN5.

A. HIZEE/Y

B ORI ESS (ATP) ClI iR Bl fa, A
f17e & O IO A0 H T P WL & fE
EXNHD. AIP TO N5 IEAERE 2 O FAE
FF i3 45 WA R SR A A 1 RE D P43 AR o I it
£, REFERICLEES VIrVN AKRE(S
RE)BEOWHEOHENEZ LN TWAHY.
BEDZEESR /RN, AIP AELHE
RENEFRERN &SNS 1 BBERE & O
BELRBEAEZ2 LN TWAR, AIPICEIT5
BEEROFERFICBIL T ELZW O 137
- TWir\. DEi & D 3EH O3 aly/aly #EtE~
v 2% AIP O8I0 & L CTHY, EICHE
D H o W R R = % Fhu T AIP OYREE, BEAMR
OGR!, BIZT, Gl ek, 2o
#, AIPICRB T AN WEREESICESY
B L, aly/aly <7 2% T AIP IC350F
BN ARG ECHEER DR, FEERFIC
BL TR AT -72 & A, AIPICBIT A
BRIIELLCHMEEIEAETHD, pM
JaE BB 3 HE5R, N WHEREEENEL 5
FREMEDTBINLBERIEON/LY. £ T
4El, FickBEFEERELT, o AIP,
ATP LIA+ D& LS (CP)fE B O BERLIK I 3517
5D WEEC S\ TRE 24T - 7.

B. #fzE A%

JERE DA TE C E IO 21T\, =ik
HIIZ AIP DREEZMIICE - /72 b ER B LU,
AU PEHERBETER N0, 5 VIR
MEER 7 & S OHEICR 5165 B TR A
1T - 7= CP6 IEFI DB MR R & & L 7z,
¥, AIP OZHI VIS TBRUEFOE 4
F B G YRR B RE DT SCIE - B AR
IC &% B O ERERRZHEESY Y, H#
SRS & Lo, AIP, CPIESI L »ic HE
Reta s LU, ADWMKAIORHEEHTA VA
UV IV tEE T L, BEREB XU
PN IS E DRI DWW TN, %17
7z, RRFRICHW/FEERT, mEEEIC
FEOERBRBODL LREESN, BRIEIT- 72

C. MR

ATP6 SEFIDOFEMMRIZ BN T, WIFNLEE
ROPFTRITFRD T, £ T RO TE
BT h B - IS ORI ME, REBALEED
TERERIZEL A Z Lo 7z, S BIZNZ ImIE
OFHHTA o - SHIIE L LI HERR-N TE
D, WOWHROBEEIIZ EAERD N2
->72(Fig. 1). 7z, BEOU V/NE, WEM
JoR A RIRE, TEERBE LR ED

— 468 —



Fig. 1

Fig. 2

ATP [T B e RRAT A3 261 TR b -,
CP5 Bl DBER AR I B\ Th, AIPFEFIO IR
TR EERIC, BEROFMABAZIZEASRD
7, BEOMIME, NEM b ¥ OMENEL
KAZL»ore. WO TS o -
BHfE & S IR 7o Oz (Fig. 2). 7z
2L, WENORERF S CP & L TdETIICSH
DHHEERBE CTH AR, 2L L TIKES
ORES BT AT BHEA P RD Sz,

D. &g

AIP, CPOWBMAE &L SICH LM EER %
BI55KRERHERTE a7z, £/, NS
WK EARORMICEI L T, MBI o
BAIRE & B I BRI -NTE Y, aly/aly it
M= 2% AW BTE T IV TOPF RS &
DOTEEAH N7, AIPRESFICEL T, &
EIRfER & L 72\ M OER b BRIKAVIC 5 B
BEEELSEALL TEH T, BERBPRDLN
HEFE TR - IRl E Z 5N A, L7
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/LT A AIP FEFI TR 3 5 2 & S LEE
EEZ2 BN/, CPENCEIL Tid, AIP fES
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WIRWEFI D EENTED, FERRICEERZ X
DR LA VAY ViR e B HRERE % &
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v @ AIP, CPIEGIOREMEMERAVT, W
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HFETTEE
J& A, Rk

#i, SR K, IR (EMRBA YV X —hRIFEEALZRPIERT)

(REE]

H R (AIP) OBEIEARE (EUS) B DWW THE L7z, 5T AIP HEER A% T
AIP b2l L7z 183141, 2BI561E L, HABINE TICHE L TE-AIPICEER 7 EUS FT R
B X CRAEEER EUS B RIC oW CHEHRE L7z, AIP ICH#ERY 7 EUS T R Cid, diffuse hy-
poechoic area (DH) & lymphadenopathy (LN) 23 1 Z4iZ
7o —75, BENEMEEAR EUS Fr RiIZmEOENC T 55 AEIFEDmR» - 7.

BLEBEETH), #ICERLEEZON

A. HizEERY

CNFET, HOAEERER (AIP) OMBEEN
HE(EUS)BICO>WTHE L TEALDV. Ll
FNHI3LT 1 AIP I OWTOBETH D,
2N DWTEARHTH 5. BEMEMERER O
SMEREINEUSIC L A2WEERREINT
W52, AIPZENICBI AEEICOWTD
BRI 72 I N TR,

KPFZECl, 18k X0 28 AIP © EUS £
DOMHEZHOPZITAZ EZH R E L.

B. Hige 5%

199744 A 520124 4 A £ CIIEHE RN
At B —rp R THRE - 16R % D 7B S
D>, AIP ERRZ k2L #E (international con-
sensus diagnostic criteria for AIP, ICDC) 12T
AIP F22Mr L, 2ZMniiro EUS B R2MEES AT 6E
THo 7236615 & L.

BT BB ICE 4« NS Lz AIP 1248
#r7x EUS TR 6 T B (1; Diffuse hypoechoic
area (DH), 2; Diffuse enlargement (DE), 3; Fo-
cal hypoechoic area (FH), 4; Focal enlarge-
ment (FE), 5; Extrahepatic bile duct wall thick-
ness (BWT), 6; Lymphadenopathy (LN)) 5 &
U RHAEMREAR EUS T R 75HE (1; Lobulari-
ty, 2; Nonhoneycombing lobularity, 3; Hyper-
echoic foci, 4; Stranding, 5; Cyst, 6; Dilation
side branch, 7; Hyperechoic MPD margin) & L,

18- 2R TORBMERE &% i L 7c.

(mEEmE A~ DBELE)

BHBN ALV X —hRIFEEOBEE - 1B
BEECTHREDOIDICER R EXFERT A &I
BEICRBE SN TWAEEICEROFERL .

C. WrzeER
1. BEER

xt5:36%1F, ICDCIZC1H AIP -2H L
7=9E #1113 3151 (definitive; 29, probable; 2), 2
B AIP & 22 M U 7o fiE 41 1d 5 1 (definitive; 4,
probable; 1) TH - 7-.

2. 1H B LU 28 AIPIZ B 5 AIP I B
#97z EUS TR (E 1)

ATP |22 EUSFHTR 6 HEIC DWW T 1
B ATIP B LU 2 81 AIP (2 B8 A 5K % 5t
L7-. DH( % ; 26/31(84%), 2% ;2/5(40
%), P=0.029), DE(1 % ; 13/31(42%),2 %1 ;

=1 AP ICHER7: EUSFTR

~ Typel Type2

(m=31) (n=5) Pl o
DH 26(84%) 2(40%) 0.0286
DE 13(42%) 2(40%) 0.4506
FH 14(45%) 3(60%) 0.5374
FE 12(39%) 3(60%) 0.3702
BWT 19(61%) 1(20%) 0.1245
LN 22(71%) 1(20%) 0.0277
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£ EUS AT R

T
5)

T3(10%) 0 0%)

Tobularity

?onhoneycombing lobulari- 3(10%) 1(20%) 0.4955
y

hyperechoic foci 15(48%) 4(80%) 0.1889
stranding 20(65%) 3(60%) 0.8453
cyst 7(23%) 1(20%) 0.8975
dilation side branch 00 0%) 1(20%) 0.0116
hyperechoic MPD margin 14(45%) 3(60%) 0.5374

SRR A WS 18(58%) 3(60%)

2/5(40%), P=0.451), FH(1 2 ;14/31(45
%), 271, 3/5(60%), P=0.537), FE(1 % ;
12/31(39%), 2% ,;3/5(60%), P=0.370),
BWT(1 2! ;19/31(61%), 22U ; 1/5(20%), P
=(0.125), LN % ;22/31(71%), 2%l ;1/5
(20%), P=0.028) CTH - 7-. DH LU LN 28
1HEROBHEE TH-> 7.
3. 13 X0 28 AIP (T80 5 R 8 MRS
EUS i 7. (5 2)
PR EUSBTR 7HBICOWT 18
AIP 5 LU 28 ATIP [Z ki B MR L
7z. Lobularity(1 & ; 3/31(10%), 2#!;0/5
(0%), P=0.468), nonhoneycombing lobularity
(130 3/31(10%),2 % ; 1/5(20%), P=0.496),
hyperechoic foci(1 #! ; 15/31(48%), 28 ; 4/
5(80%), P=0.189), stranding (1 #! ; 20/31(65
%), 221 ;3/5(60%), P=0.845), cyst(1 2 ;
7/31(23%), 2% ; 1/5(20%), P=0.898), dila-
tion side branch(1 %! ; 0/31(0%), 2% ;1/5
(20%), P=0.017), hyperechoic MPD margin
(174 ;14/31(45%), 2% ;3/5(60%), P=
0.537) T3 - 7z. Dilation side branch 73 2 #I
THEICEHE CTh - 7o, FEIEHBER 2
HERSMERIT 1A ; 18/31(58%), 2 7 ; 3/5(60
%) TH o7z,

D. E&

KBFZEI1Z k- T, AIP 124897 EUS BT R
6% EH D> HLDE B LULN 318 AIP 2 &
FEICRD-., 1 B8R 2T ) EHEEIC
UFEABEKZRDIZN, 2HTHLA0%ICTEA
BEAZRDIZ L, £ 1MTLRENRE

LTWAZERLIZLEDD, UEAERDA
TOMBEBOEINITERELPNETHSH. U/
HiEAIT 18 AIP TIIBEINEER 2 A2 &0
TEDHD, BEOEICIIEBRSILETHS.
TLAH2HMAIP ICIHEHEETCHD, 18 LD
EFNCIIBH Th AAREIES R X 7.

g BE S EUS AT i3 1B ATP & 2 AU
AIP C4£&7r B iz dilation side branch @ $8
THEICERRDID, 28D 141(20%) 12D
AEVBHTHY, SEOWF»L2HICE
WEMTET A L IIREETH 5. FEINEMERER
ST FEHERGME SR 1T 1 B C18/31(58% ). 2HITC
3/5(60%) & MR CTEERD I 7.
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poechoic area (DH) , lymphadenopathy (LN) %
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FA R b s S EHRER B SR e )
e oEEREE

>

IgG4SC & PSC DEERIZETIC & (T2 ABEEEROA At

W\

roeskes® EMEW MR EREEN RS v X —

HFPFIEE

HEHAZ

REHSEE), BATPMES (BERUTriys KM smbe L asPIsh)
MEFIK, hE 5 (BT REMEREAESE % —)

Z ORBIRBWNCE M TR B 5 .

[(REE]
FrPERRE SR E 2 B9 % 1gG4-SC, PSC, FFFIMRIREROER OMBIZE & L <, + B IHE
EORBIIERTT R, 1gG4 Retai MW IREABRTT T, 1gG4-SCICHRICHHE TR LN,

A. BIZEE®R)

FFFIEPREEEAZE A = -+ B & L ¢, IgG4
BR B AL M I 28 (I1gG4-SC), PSC & L UHF
PRI EREP D 5. ZOEFZEIC T+ BT
EHT A LU EBROFRAEPRE ST
24 1~5)
£[El, FFFIEIEERAZER B OmERE & L ¢,
PRSP R, e Ao+ i8I PR
B OB AEEBE L.

B. WA A (mERmE ~ DHELE)
1gG4-SC (FFFIETIRE A EE S D A), PSC,

PRI 4 2« O 485 LIRS O R EERT
R, 1gG4 et % Fi\ 7o+ 8 IB ALBERE O A 4
WHZ K A wE L 7o, 1gG4 Reftid, B
BiEZRDI-HEIT, 4005 HE CL0@ELLE
OEBEEEMBOREL NIXEEE L
7256 NRRSAEBRIC WL, SPE204E7 A
ICHSBEMEE S TERRBIN TV S (BkEH K
196).

C. ME#R

IgG4 BB B Cld e, +i8B L
TBOREE P EBROE K 2 Z D/, NWHRET R
i3, I1gG4-SC Ci188% (14/17), PSC Ti30.5
% (1/18), HFFIACAEAE Y& Cid11% (2/20) Tk
METH -7 (p<0.05). PIHELEK Tl IgG4-
SC Ti1390% (15/17), PSC Tix 0% (0/18),
FFPE A Cld 0% (0/20) TH - 72 (p<0.05).

HEEN 75 1gG4-SC I B 5+ B IGALEMOIE AT R

PEEART, HEIC [gG4 BitMaRE %707z (X 400)

— 474 —



D. #%2

£m, RAHME TOMERBRTH -7, +
THRGFLE ORI LR R, R
£ % 1gG4 #efald, PSC, HFFIETIBAE R & O
ANCHERTH - 7.

E. #H

FTRTER IR E R ZE OE R OB R & LT, +

“IRBFLIEHOBEMEART R, 1gG4 Rt % 7.

F WA L, WIFndEALAEE
MRBD. 5%, HiRSEHAETY, COER
R L 720,
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B ST BRSNS (BEA MRS TORIT RS
Ba T E R EE

M 19G4 ED B S REMREX OZIRE, M4 19G4 BN LREZ2Y 3
PloERAY, BCREMEXRET LILE—LORGROKRE

WrotmeE R RRELIFARBEE LSRR TR

HRTIH |
B, SKRIERIT, FIERM, 20 19, NREE CREBbAREIN LS AR

[(AREE]

H234EEE 1L, M IgG4 B B O RBHIER (AIP) DZWEE %R, MEzCiiid IgG4 B # #ifT L 7=
9330 &t i kst U7z, 1gG4 o df@id, AIP(A298 mg/dl), BRSNS (32.0 mg/dl), 1E¥EFEL
(23.2mg/dl), ZAMERER (28.5 mg/dl), HpFetEPER (88.5 mg/dl), IPMN(20.6 mg/dl), BHIERE(36.1
mg/dl), BEALEERRE K (76.8 mg/dl) T, AIP T3 BRBICEME - 7. BEEEZED4.2% Tl
IgG4 D ER %R ed7=. AIP X FENESE & O1rb 1gG4 12 X A 85881, B v A4 7{# 135 mg/dl
TIIREER0.7%, HFREISE% Th /. HEWFIO ROCHBIZ L 2EHE N v A 7Eix, 117 mg/
dl G, F&E93.9%, HEES6.0% Th-/c. H24EE R, 1 [gG4 EAEHE (1gG4> 135 mg/dl) %
BL1T300OEERF w6 L. i IgG, IgG4 O rRfEid ATP (1983 mg/dl, 351 mg/dl, n
=51), Mikulicz’s 5 (1887 mg/dl, 436 mg/dl, n=42), flEER (1859 mg/dl, 185 mg/dl, n=
80) Th Y, RFE/-i3 ANA BHRITE «22/48(46%), 17/37(46%), 25/58(43%) TH - 7=. M+
IgE fE D> sfEid AIP 310.1 IU/ml, Mikulicz’s & 277.9 IU /ml, fit#EE 429.91U0/ml T, I
IgE>250 IU/ml %75 L 7= fli3 4 < 28/46 (61%), 18/34(53%), 31/43(72%) CT&H - 7=. IHFEEERHKD
PR A« 190, 170, 190MF/ulC, IFEATREL > 150008 /ul %= L 7=fid 0/50(0%), 1/41(2.4%),
5/80(6.3%) CTH-7z. MLLOT VIVF—FEEHTAHH1315/51(29%), 18/42(43%), 22/80(28
%) TH o /o, MEBFICE W TH B OB HERESR 2 Mikulicz’s i & A OERRT BB 5 Z & 13HE
BaxNrz. FTiho, MWERBHEOFICITY v SEIEB M CE 7 1gG4 BB R 5
FldeEhn, 1gGs BABEBOTEENSRE I N/, H25FEEE, AIP &7 UL —E OBEMEICD
WCBRET L 7z, AIP 6981AR2961 (42%) 127 VIVF—B RO, Thbid, TUIVF—ER &
LIERHELTHI, MBS B, TR T VIVF—4H7%E TH -7z, RAST 2\ LMAST % fiiifT L 7= 244
FR18HI (75 9) ICBBMEFT R R o7, ERBHEIIRE, AFQ26), v /F66), 7AIVFN
Ay, AVVEGHD), A, asF, atbay, X_URDRETH- 7. IFEEERHES 12626110
B1(16%) 1=, 1 IgE OEEIZ60FI-364(60%) 128D bz, i IgE SEkt & EHERET, MmF
IgG fiE (2062 mg/dl vs. 1826 mg/dl), IgG4 fiEi (559 mg/dl vs. 312 mg/dl), 7 VIVFE—EBEOHE
(1661 vs. 1061), ZMERER OB (1201 vs. 5PDIC BV TEERDZ o7z, —TD AIP IZ B\
T, BEILT VIVF—OREEBREBEIN.

A. TRZEER B. Iz 5%

H234FE B, ik IgG4 fED B L RER H234E I, Ypz T [gG4 Pl %17 - 7z
(AIP) DB &t L /<. 933wt & L, Mk IgG4 O [EHIE E &
H24# E 1L, AIP & Mikulicz’s J§EAAF Tt £ DRERIC DWW T, retrospective IZHFR L

h IgG4 83 EA T A BIOTRETF A L7z, 7=

H254EfE1E, AIP &7 LV — » ORIFEMEIC 5 H244E 13, b eG4 &8 (> 135 mg/dl)
WO L 7. L7130 %% & L, s, A, FRE
B, I IgG - 1gG4 - IgE {H, RABMEFEEER
¥, Aok @bk, RF), 7LV ILF—
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