BCREERERX

MERE

Key words : 1gG4, HOHRBEMERER, 1gG4EERR

ER

H OB e I FRE 10 B OB 2 RIRS e B3R
EINBERT, AEEEECHRET S LS
{, BELOBRVEETH S, —REMERE
TREAEMEREICER T 2 82E, B u7) v
DEYE, THEHEEE - B IMEREE T IR T
2RERED 5. Vil (ANA), Y24
FEF (RF) BSRBEROEELZ Kk L <k
B8, EHEERMNZ SS-A, SS-B, AMA 235
BrhaZLiZIBEAERY, KETIRIG
IgGA DSER, BRI LET %, I IgG4 EIX
g L oENICERATH Y, REEEEOSEZ
EBETH 2, REEAHTH S, Z0MHOER
EEME~— 2 — & L CHiE, RBEAE, TRk
IL-2 ZREEERTH 5.

| 1. BECHREMERX EMBHRERRO
: BiRg
i ZDIEOQFRA b
U e BOAEMBEAICH T BREBMBY —H— DK
WEZEIL, 2B, REMBER, FESHOEE BE
| COBRITHD.

H OB R 13 FE 12 H DB FER R 53
HESINDFER T, & - BECEREL, &F

ENKEREBRZE Yy Y — TTH BEEESEAR
(T 390-8621 REFEMATIE 3-1-1)

0911-601X/10/JCOPY

Eaikig{ba2M R} 2010 Vol.25 No9
OCHFEXF 4 ANery—

Rk T
Ha RlFTT

o EET REFORHRT

=11 I

DERICAGNDG L) BREOEREZETAZ
LA, PHEBEHETRIEY S Z L85
WY RO JEK & BEE 0 B R DR IR
ThY, KELOERNRERIEBT S LN
5. REZHRZHRDIEL TREEIHET
L, BEOEBERER L FREAIKILE & 7361
bH 5, KRB TIIME [gG4 ¥ EE - BEN
i ERL?, IgG4 B EMEISRERNICE
HICBE T 2 2 LR H 5%, i, BR
BREVLREINREDEHZ2RDY, 1964 5
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I. —fixE{bFERE
CDIEDERA 2 |
o BIREBHAEICEETARYE, RBEI/O0TUVOR
| BaRdhd.

1. MEE{LERE

FEICERICFE D 6 N3 EAEEFEICER L
THREVIVE VE, HERESRE, HEROLR
% 60~80% TR » 39" BEEE < — b —
CA19-9 & 50%BECEEIC LR L, HEE&TR
EME-TEZNRT AR TH 505, HIT
IoMIcERT S EEZIONSY, BEOKE
FEER%Z 60%EREICTRD 208, WHEOEELD &
I ITRE AT © I EH R E T 5 2
LixA 7w IgE @ ER % 30~40%, R
RO EREBFFICED, 7ULX—EFDEEDN
RRINBY a7y, IgG, I1gG4 Dk
2% 60%, 70%, 0%BREICED, BHiELED
MEREOEE & o> T\Wwa279 (%) JeEic

HHRZEL Z & IC IgA, IgM 23 1gG, IgG4 fE & 5%
HEA L, IgM/IgG, IgA/IgG D3ZWricER L#
HINTWV»3Y,

2. BESlrimiiae

AE TIERIE I & 2 528 [ 2 -k i B i e it
L, EEHMIC X 2 BRI EEE DS
EEQHEREEZ 53, BT-PABA B, *
7 VT VRBRT T0%BEIETH 250, AT
U4 FIBEIC XD 40~50%058ET 57, Tto
57 VFUBBROBRLY, BEEATIX
BRBEEEVERTIHFETH 5DIINL T,
ARETIIEE, 737 —FPHHEBOETZ2EY
DB Z X VEBEOREREBEEIZ DR VWE

FZon, EEHORN IR T OERIZ

RS X AR OMHEBE L EZ 5N, R
TuA4 FIREICK ) BiFzEEZRTELTW
29 Lal, KERBENELZEL

* HCREMBRICHT 3HMEY—H—ORBEEEDHER

2953 BEE EEx

sensitivity specificity accuracy

(B RBMEREA 100 ) | (vs. BEE B0 BI) | (vs. B&5R)
eG4 86% 96 % 91%
l1gG 69% 75% 72%
ANA (HTizieE) 58% 79% 67%
RF(UT~ b I\“?) 23% 94% 54%
[gG4+ANA 95% 76% 87%
[gG+ANA 85% 63 % 75%
lgG4+I1gG+ANA 95% 63% 81%
lgG4+RF 90% 90% 90%
leG+RF 78% 73% 76%
lgG4+IgG+RF 91% 1% 82%
ANA+RF 69 % 60% 78%
lgG4+ANA+RF 97% 73% 86 %
lgG+ANA+RF 91% 61% 78%
lgG4+1gG+ANA+RF 97% 61% 81%

Ol 52, fh: BEIE 22 641-645, 20072 X b B[H)
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RN ) o2 £ L 758 BRI
2, BEOEBMERA L AROFELELD I 5,

3. BEAS iR

AHETIE HbAlc DK T 7 LN RE e E
% 50% D _ETFBe 5010, i B R S K
FATEFRIERT, FHER;, A 704 FIRERL
FIET, AT 04 FIREIC X 28EG b RE
INTWVDS, FHIERF & U CEEEREEICL 3
MRS DS E L E X o508, BT
TAHHORBEENERIC L 2EEDHEIN,
¥R TuA FIBEIC X 2TiFEREEDEZ 5
5,

4, ffk, REEAE, Bk IL-2 28H%,
gIvnrsnJuy>r '

AFETEBRIIC 13 C3, C4 DIET % 36% IcZA
B, FEEICHEEELOBEESSEZ 5N s,
WERIEMEAEFE Ic oW T3, CADETHED
32 DCEIEEOBEEIZEZICL L, $hev
) —AfEREV 7 F VRREDOBEEIIRENTH -
7 BRERRTIC C3, CA DB IFFFHI N
T, GHERETH 5 REREER
RO RMEZEEREICHEOVEDHE I LTV
22 GEEAEICOWTIE, 60~70%TLE
ZRD, Clg AR EEAKSMER CILE
IgGlEVBEERIZEL, C4EPERIZEL, C3
EMEEOER 2D 7Y, 1gG4 1k Clg &
EMED T2 O THRIAETE LR I 1gG4 DERE
HZBEIREENT, L 3 IgGl Iz X it
R OGN E Z 5 5™,

) v oSERIEEAL Y — A — T H B AAME inter-
leukin (IL) -2 &, pS7u/u7) ok
ALRD 5,

ANA, RF BRIEROFE AR L TBIEE A
DD, SS-A, SS-B, AMA lEBM LB T EFIF
§ EAERN.

1. REEERNECHE

iR (ANA), V7<= b4 FRF(RF) iX
DMEEDIMBEREDEHE L 72> TW 598,
BHERIZZNIELEE IR, 2RZN50~
60%, 20~30%T, SERDOIEMIIRESRRL
TWBYE U, 1gG LEARDESLZ L
kb, IgG4 L ZIFAZEDBERBE SN
2 12),13) (i%) :

2. RENENECH#E

Sjogren FEMERE, FRFEIEEHEFEZE ICRE
HIZFR 0 53251 SS-A (Ro), #iSS-B(La)#i
RS Fa v P PHSEBBEE R 2 i
FEEAERWYE  Hy 40 s 7Y ik,
FLH RV A ¥ o 57— B Hifkd3 20~30% Iz
BlEL 725, ZhsidfhoBOABEEEERTY
b HRERGYE & e 228, AEIC 13 FRITEEE K
THED 0% REICESHFL, HRLEEL TV
TREMEDSD 5

3. WEEDEEF#E SIS EEHHE

1) carbonic anhydrase II, lactoferrin, PSTI
ANE TIXBEEE PR ©H % carbonic anhy-
drase II (CA-1)=° lactoferrin, pancreatic se-
cretory trypsin inhibitor (PSTI) iz Xf3 2 H 2
PR SBE SN2, BEo EEHBEAE
BEKMHC) S 7 A CA-TI 2B T 2 L
& D BRhE, ERRREE, REAE o R B I KRR
HEPFEIN, 2o DFEIE CA-TEEY v
NEROBATHEINZZL LD, CA-T23A
FEDIRE & BIE§ 2 EAYHLE O AIREE M/ X
Nz, 272, CA-IORFEIC BT 5 E - FE
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EEdZnFEE 3R,

2) amylase a-2A

amylase a-2A 12X 9 % HEHLEDS, RIEP
BIGE 1 BIpEIRR ICRERICHEBEL L, 2WncERA L
WEINTWBEY, L, BELEFSDS
D, TALBEFAFECOMRIBETH S,

3) 7RI/ -5 U#AERB(PBP)
- Helicobacter pylori (H. pylori) ® 75 A I
=7 UREAER (PBP)R7F Pt 3HE
Pufkns, AGECEE - FFENICHEL, W
ERATHB LA %Y 7D Frulloni 512X H#R
HINKO, %7, 45V 7 OHCHEERE
DEFRBRIIAFLERZ>TEY, AFHFICOHE
RBNETH 5,

4) H. pylori BE & HFHEE{REH

H. pylori DX 7F F#EE a-CA & CA-T i
FFHEEZZD, o idEHCREERER &
HR74MHE %% 5 HLA DRB170405™ & &
HzEHT5. o%F ) HORBERRECIX H py-
lori B2 & 0, PRI R MAE Eo HLA
DRB1%0405 iR IZ & > T a-CA D7 F Vi
B THIEICRAI N, BEEINEHOHE
DEEEE M O CA-T I JUG L CHEE
BT AAREDLD B, —H, FEHRD H. pylo-
7i D PBP R7'F N2, EIREMAEICEFAEHRL
C\»» % ubiquitin—protein ligase E3 component
n-recognition 2 (UBR2) R 7°F F & &\ iH [ i
ZRTE. UdSoT, H pylori Bz L Y iE
I N PBP X775 Fickd 3 Hadidss,
UBR2 & &) U CHRE MRS 2 & 72 3 alagiE

bEZLND,

| V. IgG4

DIFOQRA 2 b+
® |gG4 IAEDRZIMICER TH 2D, Z0/REE
TRTHS.
1. IgG4 ¥R O#FE KT R4
HORBERERBEMNEDEHERIKEI T
ﬁHfUV&TﬁUfUV®H—7ﬁﬁ&ﬁB
DIBIT TS 67 7V PV ITRRBRED
N, REEEEIC LD IgG4 DHEDSEEM L Tu
BT EDHESDERSRY, HOAEERER,
EEA, SEEECHE oG4 EEHEIEL 2 &
Z5, HOREEEREBEED 0% T LEEZR
O, BEN, BE @EOBRMEEER, FEREEHE
HHEFEZE, FERMEE(LEEE %, Sjogren fE
BEEECIX EREZRDT, NEKRKREN, B
RICERT 2 EDBHL D E I o 722198,

% IgG4 fEIXBEE & DRI EHATH D,
REIEHHEOPBRIEETH 7P, $1,
BEORZERATICIZZR L Y v o38k - IWERE
Za 50, 1gG4 B EMEOER L RHE

RO, REOHBZH IcERATHBY. 356
W ARE 12 IR - IR, B LM R, %
BIERMEEZ ES L BNREZEHT 2
200, 2o T IgG4 B ERED
BESAHICED 5 1Y, AROBEESEEH
RIS D LA E > CE T2,

BifE, HOMBERERIE 1gG4 »BEE T 22
FHERE, IgG4-related disease DEIRE L 32

]
|
o
&

g‘-’a
i

— R
¢G4

IgG 13 IgG1~1gG4 DIED> DY 7 7 5 R IZ448

I, ZoOHEIZ I1gGl 70%, IgG2 20%, I1gG3

7%, 1gG4 3% & IgGl 3b o & $ %L 1gG4 28

bo &b\, M IgGs E—RENICIZ T LIV
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BEINBEHICkoTET,

2. IgG4 DY < M FEFEEHR

IgGA 3 ED &) RREZRI=LTWwBD0
BAHTH 20, BERT, FHEARFELTE
WTW B AEREE, b LIREIIINS DETFE
NIVIVICEICT WA HBEE, REBEZON
5,

H OB ERER & FfE I I 1gG4 B3 L&
THHORERERE LT, REESHMSNT
WBH, KIEETIIREZERT %2 AtMiED
MiEEERT CH 5 desmoglein IZX L T,
IgG4 B E O3B L C i iEEfg 2 = 7
L, MEERENMER IS tEZoNns. H
OB REA Tl HLA DRB1%0405, DQB1*
0401 L HHBEZER®D'™, Zh 5 HLA HUE TR
SNAHPLURICK L T 1gG4 B H O Pifd 23 H 8k
ErxELTC03ABENEZ NS, LaL
ERTEDOEE X TITIZE> TWRW,

—7, IgG4 B 7 LAX—RIEDKRAICES
LTWw3, 7ULLV7 VYRR Z 1gG4 Hilkas 7
LV v R L, MRS E R K Lo
IgE ViR E BT 2D% 7Tuy 7 L, EKHH
L LCEvTn3,

1gG4 1XEILIREE T heavy chain D SS &
DIEBEL, fho IgG4 43 F D heavy chain & &
# L C Fab arm exchange 2 &7z L, —20
Fab BB L oRPEIIKIGTA LIk B L
HEINT03Y, 2o, A—HE259%E
TERLRY, REEAEREERST TS, i

SIEERZ ETLEZONTWSEYD,

H O R B o I 1gG4 1% IgG Fe
T 2EAEEEL, ZoKAMEIZIgGL D
Fab #a T3k, FcBaz2ML, wbWw3
RF 3% (IgG Fe o ¥ 2 B Hi4) ¢k &
WP TeG4 DIGRIBEE A D 1gG Fe ITiA L
TERZFHL, HiFXVEREINDPTL
T B HREMEDSH B,

| V. REBSIEET

| O RBBEMERGTE LT, HLA, FCRL3, CTLA4
| REPERETRTLS.

B OB 2SR IBEFRE LB 2
S, FEICIBREENR LBEERPEDo T
W, ZOBEERICIE HLA & EEBORE

BEZERETOEENEZ NS,

1. HLA

HLA EEF#IX Class I (A, B, CXkY),
Class I (DR, DQ, DP), Class II (TNF, ik
BEEHZ ) I3, HLA Class I 97
RS ICHEEADEAEICHRT 2HERY
F F% ¥ 7 — T #ifz(CD8 B T fifE) icixR
L, Class IF 3R Ml & B flfaE -
DAICHEIEL, MBES» SE D AAEHEREES
~_TF P ~vo8s— T #lilE (CD4 B T k)
RN 5, €K, HORBEHERLRED
HLA BEF & OBFEIREINTE L, RE
T HLA type %z HBEE L7z & 2 5 Class I#Hi

| AR
®12G4-related disease

H ORI TG4 2YRE E S BIEL ¢

W3, AREICIIIREE - BRRIRAK, RZE, Bk

R %, BRIEIRAREE 2 E SR R BIRE 2R D,

NS DIRERTIC S 1gG4 BFIEREMAgDEH

7% EPRRE L AROREELE R, HEOREE
PESFERRICECTWBREEZIONSG, b
IgG4 DSBEE S 2 2 H BT OWEEL — D DER
BifL &3 Z IgG4-related disease, IgG4 BEENEEE
EWRT B LIt T,
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J&, DR4 L DQ4 MEENICHE L TERICE
BEECTHh o727, DR4, DQ4 D subtype 2
3f9 % &, DRB1*0405 & DQB1*0401 23E &I
BHEETRD 5P HAATIZ DRBL”
0405 & DQB170401 1% 100% 3 &A= 0 B 1%
C haplotype 2B LT3, L7doT, &
fiECld HLA DRB1*0405 % L < 13 HLA DQBL*0401
DFBeA DTS FHFEZ T filiciz
ANLUTCFRIEDF &5 Z EVBTFHEINS,
—7H, 06D HLA 75, EFEORBRER
MEETF D genetic marker IZ T EFR VL E WY
BB D BETE R\,

2. FCRL3

BT Y v~ 7, HOREEFREEEE,
25T Y 5= b—F & (SLE) I H@ DR B &
Z &R T & LT FCRL3(Fc receptor-like 3)
BT BEEINT. AETIE FCRL3 O 7n
£ — ¥ —HIBICHFE T % single nucleotide
polymorphism (SNP), FCRL3-1 10A/ A DEEE
Narvbu—LilLERICES, ¥kmFE
IgG4 fEih FCRL3-110A/G, FCRL3—110G/G iz
i L CERICE» o 2, FCRL3-110 % #
FEBEZEICEEL, S eG4 EHIcEE R
KIEL T ARRENEZ 615,

3. CTLA4
EHELE N T MlEid CTLA4 (cytotoxic T
lymphocyte antigen 4) % fllfEzRmE Lo FHH L,
T flEEE bz fs 2, =7 vy, ¥UTRIC
FAET % SNP 23 H ORISR R LEENH % &
EINTW S, KETIX +6230G6/G DEEE
NEBEICE»-7?, CTLAAEEFLHOR
BEERER DFIEIC R AL DDOBE%Z L TWwaTH]
BEDDH 5.
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%WAE%ﬁQEV —5—

-gm.m ﬁ%&tﬁﬁ VEENEY—H—& LT
BEATHS.

1. IgG4
ABE TS [gGAEIZ AT 4 NIGE#BICE
BIETL, 721G NT2HEBHET T2

L2k, BEEFHHEo—A—LEZI LN

29 ¥ -FEREREICHES I 58 H
Mk, MEEO LRE2R0, BRTEIOSIE
ne—A—LtbEI5NBY,

2. ZDfDREEEME~Y—H—
REESEIC) bERFHOER G~ —
H—TH 2%, FFEWD monoclonal RF I X
% IC f@d3 10 mg/dl P EoBE i, BRROT]
EMEIZ 60% ML ETh D, 10mg/dl AT Thhn
£30% AT Th-o7". Zoft, 1gG, ik, 7
VM TL-2 R4, p3rur/u7yrizld
ERESEe— b — L EZ 5N Y,

*w MV —H— &k BB IR

%o@%@%ﬁt@hﬁgﬁﬁfﬁ%

& FEIME < — 5 — 1gG4, IgG, ANA, RF ®
JEESE & DEERIBE I D\ T [E— i T iR L
7AEER, 1gG4 DREE, BRE, E2%, 86%,
96%, 91% &b L HENTW(E)?,

IgG4 Iz ANA, RF 2EMEIET 5 i &
D BWIRED A ESHIRF X, EERZHEEDIE
HELCRBFR—h—LEIL N (F)Y,
L2 L, BEICBWTHIME [gG4 @J:a%’?aﬂﬁ
AR~ D 1gG4 BT EMIE O BEBR O
nIngKWLMTL%%EMTuﬁ<,F
BOFEEZBETES HDTIER,
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Summary

Serological Markers for Autoimmune Pancreati-
tis

Shigeyuki Kawa”, Hideaki Hamano™ ",
Tetsuya Ito™*, Yayoi Ozaki**
and Norikazu Arakura®*

Autoimmune pancreatitis exhibits various immunological
abnormalities, and is thought to be caused by autoimmune
mechanisms. It is frequently associated with obstructive
jaundice at the onset of symptoms and must be differentiat-
ed from pancreatic cancer. Blood tests generally indicate
abnormalities related to obstructive jaundice and immuno-
globulin, as well as pancreatic endocrine and exocrine
dysfunctions. Positive rates for gammaglobulin, IgG and
IgG4 are 60, 70 and 90%, respectively. IgE is elevated in
30-40% of cases, indicating the contribution of allergies.
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Elevated HbAlc and decreased BT-PABA are found in
tests over 50% of the time. Antinuclear antibody and
rheumatoid factors are sometimes positive, ranging from 30
to 50%. However, disease specific antibodies, such as anti-
SSA (Ro) or anti-SSB (La) antibodies or antimitochodorial
antibodies are generally negative. Serum IgG4 is frequently
elevated and is specifically, useful for the differentiation of
autoimmune pancreatitis from pancreatic cancer, indicating
higher sensitivity and a specificity of over 90%. It is also a
sensitive marker for disease activity and a useful predictor
of relapse. However, its role in pathogenesis is unclear.
Complement C3 and C4 levels decrease to 30-40%,

indicating that the complement activating system is a
classical pathway in operation. These levels are also useful
as disease activity markers. Other disease activity markers
are immune complex and soluble IL2 receptors.

Key words : JgG4, autoimmune pancreatitis, IgG4-related
disease

*Center for Health, Safety and Environmental Management,

Shinshu University, **Department of Gastroenterology,
Shinshu University School of Medicine, 3-1-1 Asahi,
Matsumoto-city, Nagano 390-8621, Japan
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EMRERaEEREyy— I RE
BMxamans REREE ARl

CEXEEE: |

H OB R B CREF R DS FIE 128
EENDERT, BEK, BEORERME, &
Bru7yroti, FEBCHG;EE, VY
NEREE MR, 2704 FICH$T5RBEFRK
o E AR EED A, BRI SRS - B
WCHFEEL, BEOBREIED X D REEOEEZ
BET5Z2347%<, AEEFELZSRIIEY,
- PREREMERE L OBNPEETH L. HE
Mg X, FWHRY) VOSBRI L TEEIR
HRMEAL (striform fibrosis), FAZEMEIREZEL,
lymphoplasmacytic sclerosing pancreatitis (LPSP)
rEHENAY. $7z, B - ERRE TERE
g%, HURERZ, BRFT - MERRY ooNEiER, HEMN
Bide, TEALPERRAS 25, RMEIEHRAERE, FRMIE ME
HE K, MBREREEFHBEORELEHT
5.

H O REEEA CIIILE [5G4 PR, FEK
2 R LY, BRI 1gG4 BT E B 0%
HRREEZRD LY. —F, &HHEEOESNRE
ZC D BERE L RERIC, V) VBRI EMIBRE &
IgG4 B EMIE DR % 20, HBORRES
CRICHEETALEEZLN, IhHEHELE
SR B TgG4 BAER A, IgG4 related disease |2°
BEENTWS., HOREBEEERT IgG4 related
disease ZHH T AHHELEZ DNBD, BIRTIR
MEOZWEREICESZDHING.

2002 fE IR T H AEEFE S B OR
EVERE S AL 2002 4E | HSHRIE S Y, 2006 4F
B CREEBAERRZ I 2% 2006 (Table 1)
LTHET &Y, BERBIHECI VW LT
LT, SDICMBEFND D\ ITHBRER AR
BOFEERZ A2FETTbN S, BEETRF L
BT, MIEFTR, WEMROWTNIIEETN
WEAE & W & B (Table 1) .

UFAMED LLZBRREOHEER2BDL I L
AR O ESMT, BEIE OO AT A
V%L, ThiCX ) ERHEL SHEEICRD
5. RERIERBTERE TR, BExa—0 Y —
r—VREEBENS. CT TIHMEWRIL, MRI D
T1 SEFE T E KB L CRES, ¥ 13y
I RAE T4 CRENENEERER Y — V2R
9. CT, MRI BETIZ & 5 IZHEOEMRLZ R
9, BRI HEERRMER U (capsule-like rim) %
BOLIEDDHY, FEHEHHTH 2.

ERCP IZ THERIARERMELEL, ¥
OUFANETH 525, BERCHERTICRBEOS
HbdHY, BRBLLDICUTABRICERTAIL
bdHH., NEFMEE IHECREGBLELRY,
BRERY D ABREILCHET, BELVMLIP2D
REZHESTWAGZERT 5. BEFITIIERE
BREO3IHZD1ULEEED D, REEDRET
DHIER & b LA O FEEICIEE L WIEE R
DN EHFEL, BERLOERNFRE LTEE
TH 5. BEE R TiX MRCP CTRAENHIE DOZITIX
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BE ARRBODHESE - RENE - EEE

Table 1. ETREMEAEERISETERE 2006 (B4 HEIEHAMBRESREEMIY - HAEHESS

BCREHERX E (S ZOREICHCRERFEORSHIRENON 2N THD. BRTIE, UFAMOREOEENIEERZ
RIEFIDROTEHD, &y JOTUVIE, nlgG MEPECHAEDEE, X704 BABENEWEE, Boruk
FOESETIRT oREEMSENTHS. BEHESY, BLEBERY, SEBREEDTCEOHd E @JB&BD
MESEHNRBTH OO DDD . BARNFHEE UTIE, FIESARER, BERECLOMENEE, RBIRRZR
BTENBV. HEEOBEICE L, RBFRETATHDN, BOaHO®mEL'DD

AEOZICHENTIFBEPESERLE OEBIHRELDERINEDHD CEBETHD, A704 FREICLDREFE
Fﬁ*ﬂ’] SHTISEE T2

Eunr_ SITEAE
ﬁﬁ{g@ﬁﬁl«.fﬁf‘”ﬁﬁﬂ’]ﬁiﬂﬁ“ﬁ?&’ﬁﬁ@&%ﬂik*&m
2 MERECEy JOJUVIE, & IgG ME, & IgG4 M, BECHFEOVTNHZS ZSD%)
3. REERFNPTRE UTEICU V)R, Bz ST HE0EHHIRE CREEZERD
5D 1 =5 2 EEMU EZERICSIEAZ, BCREEEREZHTD
fel2U, B - BERFEDRMREBERNT D EHNDETHD

A. B2
. BEOEX
E%US@E BSER X 48 CT 122, BB MRI BE/EE THROUEAMS B WVIEBREBHDEAZERH
1) US : EXEIE, EII—&ERL, BLI—ARY MHEETS DHBEDHHD
2) CT: &% CT ClIFER - FIFEREDBEENMRETRT CEHZ
3) MRl : UAMD D VIZBREBHOREAZTRY
2. B
IBECOFAYE, HRVERBHECHEEERDD

1) RS (FEAE PR ERLD, HRRELVEREICNY, BERIERKLDMIHDORBEH > TLHEE
BIkd 2. HEGITEIMROSEERD 3 0 1 LIEZESDHD. BREN 3 D0 1 ITORBEDRE TS,
ﬁ%%&o_tmﬂﬁ”@f%m(L{;% LJ[/\}EEEDM&)HL\L_C‘:D\%b\

2) RAMGEEGREZRDD DO, AR CORBEEZRDEVESICE, BeRBEMERDSENSE
BEEDD DD, R CRREBEMZNREZTORINEBESDENINEDO TRETEHD
3) BEBEHIIEANICIE ERCP, ZOMICHFER PEASHHEEDERREST(CLIBERDNUETHD
MRCP [CK DB HRZZHICAULDDIRIEIRTIIEH THD
3. LEEORERMRIEZIFN SBEICEDDE-TERHDILEHHD
B. R%E

1. W&y 707U, 19G K1zl IgG4 D ERZERHD B, 1gG4 =B, 7 hE—MRERX, KEE
QUC@FE%(LE?&N) SNBIcsh, FER(CUHT UBRFENTEEN. SDETS, FIZCI RRBEE(ICHITD lgG4
BEDEEETHETHS

SERNZEI DNy JO0TJUVIME2.09/dl BIE), & IgG MAE(1,800 mg/dl LLE), & 1gG4 MAE(135
mg/dl L E)B—DDEETH S

2. Bohfciwng, UONYTFRFIREICED I ENDD O
3. 1gG4 SEDZHEEIEE
C. BOREHEGZHMR

. #RAE(EDRRICU > ) B, TREMil7ZEE ST DERTHIRREZERDS. e, UV/IGBROERNHFESNDZED
3. 9G4 BHEERRRBEDHF SNDHEHZEN

. MR NEANLOBERRICEECTHD, N\ ERRHETDCHHFEND
. EEERREEERAROMIZEREICELD. FEREIERETSHD
.%Eﬁ%ﬁ“@&bﬂ%;tb%m
ERARE TOSERITEMEEEOERICERTHAN, m*nvxqurtaﬁt#mmLan@é

D. ﬁW%ﬁw%%

BB RS TEEHNDMEBEDE T KOBRRZSRDD ZENH 2D

2T 04 RIBEICK D BRNDIMEREEEFET DT EHDD
I. BYRE - BilEEEDRR

AEICIFELIERRER, BLEERIRA, BERGHESEZAHIDC N DD . BEEERIRRADIFE AL
SS-A #ifk, #1 SS-B ?‘ KBEMTEHD, Sjogren FEEREEBRIEDAIREEN DD . RFEME(LIHBER (primary scle-
rosing cholangitis : PSC) EASEIC SN SIEEIEIBENERZ CIE A5 01 RICHT 2R - TRORAD , BIDF
RECHd. BOREUHERICOITDEHCREKFDRAEIFSHBDERECD D

—k

O‘I-D-OJI\)
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WEETH Y, SIERICEIRBAIATV R, F
7z, TOX)REGHRIIAECEDTVNIES
BRI LDFELRLTH I,

MFEWZHOEE L LTy a7 ¥, IgG,
IgG4, HOCHMAED HIF N T 5. 1gG4 13K, 4
RELHIZ0% BETDHY, MIEFWDHEL
LTbo b EHTH 529, IgG, Wk
(ANA), Vo< FRFREOPHEESINS Z 5%
W, F7z, IgG4 BYERIT, ANA, RF 2B L %
HILENDHA. @Miﬁﬁ%f%ﬁﬁ# W,
%Fﬁf%&ﬁ%fiﬁL]ﬁM BHEE VS Z &
THELZLETEX 5bIFTiEiw.

TR BRI ET RISV R 0 A 7% 59, 4
WA T DB EETDH 0 [REAERFAT R &
LTHICY »o33k, TREMRRE L3 5EH M
JoiRME L AL ZRBODZ Lo TWS, LA L,
EUS-FNA (2 X 2 ERIIEEOTEICIIAEHTH
5%, HOREERERZ BB 512134
BEIAT45TH%. EUS T T trucut $H12 X 2 4
¥ (EUS-TCB) "F H & S5 5%, HadT™ B8 7% Hi
RIFRONTWT, AWARHIC X 28203
FIIZHR AL . 1gG4 BHTE B DEH 78
HLZBCERZTRTH 579, B4R
FEE IR EINTWRW,

KIFOZWEEDREAT V7 ML, © —ikE
IRER & x5 &3 %, @ LPSPY % ik Bk 30 75
?abﬁrﬁ%%%?é<3ﬁﬁﬁ$k®#%%
BT D, QAT704 FORBRHMDHIZED %
v, @ BIREZZIEE ICARZ WY, @YEEZUEH
DIFBEZWIT 5, Thb. HOHREEELA
CRRMEIND L IRy, #BNAPLLEFTET R
TRTEEIRIBINS L) o TE 2 RE (E
\ZMayo 7V =v 7)), BEIOZKEEIIAIT L F
Bk, LPSP 2*2ZWintREZoTwa., LiL, &
T U4 FOWBENZE L BIVREZZRIEBICA
hTwa., 4% 70HCREERKESLGE LPSP
TR, Balo Ik L BERBE TR ERE
He b, BE LR OBEZ R0 5 HEEERRkE,
idiopathic duct-centric chronic pancreatitis (IDCP) ?,

CREREROBmERZ L, BITD

HORBIERER

b L < i& AIP with granulocytic epithelial lesions
(GEL)Y 2T B & L7RENEZ CIREL, BHE
BEONBPERFLERELZ > TV5,

2008 EICHEET, 7V 7ML EDIIREBEIN
729, BRI AROSWERELF L TH B
FT7vavelLT, F%$®$H%t;5ﬁf®

B2 2 RIS, A7 04 FOBENRLS
HEICHEHLTWS.

CEEEY: |

RFEDOHCRBEEERL, HIEARFICIX
LPSP zBERELZE—OFHMEEZZ bhTW
V. LaL, W, LS4 5 TOHBHE
MRERBIORRGIE, XV BEETREL, Bih
PRLT, MECBREELZEL, SEEBESR
zEPLRT L, ME g4 D ER 2DV
E, FHADOHCREEBROERE LHSER
TWwhb. —F, Mayo 7V =v 7 H»bi, HO®
fﬁ%kkﬁﬁﬁ%%kLﬁPkﬁ&&éﬂmP
PIEL, BEEREICHRE 2320 5285,
BRREZHE, BEEREOWER R0, BEEH
REZIZEAERDZVHEBEE LTHRESH
720, F72, AREOMBEI T —1 v 355 auto-
immune pancreatitis with granulocytic epithelial
lesions (AIP with GEL) & L C#H& S h /=9,

L CHE S Tw 5 B OREEER OBRE
1, JREHRLSAYIC IDCP % AIP with GEL % 7%
RELIWEBEZLEELTWAEELONS.
%@ BTG PEHCREERERDER

BEINTWD. RFHOBWEHEIZ LPSP %
ﬂ%&bfkb,EmP%AmwﬂmmLi%ﬂT
NETH5. LrL, HEREEELSHEL-H
DTWHETD
IDCP % AIP with GEL # & & L 7-/RRENE 4
EBRETHWERESEDY, EDLIITERNLT
W PBEHOKRE LR EETH 5.

mE = & |

HORBEEREDOEIEREIC L 2583 & {12k
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K& ARHRBODHTEZE - WENE - EEE

v, HOREUEBEIZRTOA FIGEIERDT S
A, AT7TuA4 Fia#ER L CTHARBRT 2 EEED
BWHRBOAEEL, BREEOBKRES, MmiF IgG4
EEF, BBEREEEHOIZ EICRED L. LAL,
EEIHEOBWRELHFEL, AT 04 FigEED
B - BRICEEZRIZLTWS. LI, B -
BREZEZLRPTVWERRORWIRRO MR
Br LT, SEBEAKJIC-mRF) %% 10 ug/dl Pk
2 ER9, 1/3 PLEoEEKR, FDG-PET 74V
TRV VFTTT 4 THEINRE~NDERLRER,
TERIEE % B AL KOG, & EHE
ENTWA5,

—RICENRE R L AP LSE, LR
B RS, ) Y SEIERSHEEIIEE O S
WREBEEZ OGNS, L, FEAEDREMIT
BEOATFOL FIRETERRELZELZLHFT
&, RENGHIELEPLEL LI EIZIEZLEAL
v, I I1gG4 O EFRMAMEOK T IR AR
B2 RMELCED, ATuf FIHEROKES
BZORBELLTHEHATHY, ThHesEICLT
EMREOENHEREZ BRI LPNETH 5.
D EEDOMRFEWIT R TH A ) V5K, BHE
Mgz E L TrEHMERENL HHHORK
BERLTWA. LAL, 20X 2RENEY
Michlo Tl T AL 3EZITLL, A7
FIGRBICERREIE LN L LTD, REA
DEMNY, RIIERIIER R WBE2AZ L8
FHEENS, EE, NEBROEHKEZHRET S
L, BEOBEEL LR FBRERYETIL
X VERIKILZEL, AHEEOREEZRD D
BT EHLDPE o BEREEEE LT,
FRZRETZ LICEY, BERICHENELL,
AR EMEIT L, B o WO, Hak
B2 Wieb EEZ bND. BREIICEERIE, #

1018 PI%} Vol. 105 No. 6(2010)

FORMEREL L FRICABIRREZ 2L TL 5.
—7, HOREEEEIL BRSNS 1995
FEDRTIC, BEORBEREL L DR S WERH,
% TR IgG4 D L7 %30, #ITHO B
CREEEAFIPEEN TR END 5. K
B, BOMREEREKL LTS 35805
B, —HBREOBEBREICEBITL) HWE, B
MEROBHORELDIZZ ONS. BIERBOR
HREBIZOWTIRSBROMERETH 5.

X
1) Kawaguchi K et al : Lymphoplasmacytic sclerosing pan-
creatitis with cholangitis : a variant of primary scle-
rosing cholangitis extensively involving pancreas. Hum
Pathol 22 : 387, 1991
2) Hamano H et al : High serum IgG4 concentrations in
patients with sclerosing pancreatitis. New Engl ] Med
344 : 732, 2001
3) Hamano H et al : Sclerosing pancreatitis complicated
with hydronephrosis caused by retroperitoneal fibrosis.
Lancet 359 @ 1403, 2002
4) HABREZS . HABRESE CREEREDIE
#2002 4. JEME 17 : 585, 2002
5) B4 EA HE R EREME - HABRES -
H O Rt R RR R 2 2L 3 2006. FER 21 : 395,
2006
6) Irie H et al : Autoimmune pancreatitis : CT and MR
characteristics. AJR Am J Roentgenol 170 : 1323, 1998
7) Notohara K et al : Idiopathic chronic pancreatitis with
periductal lymphoplasmacytic infiltration : clinicopatho-
logic features of 35 cases. Am J Surg Pathol 27 : 1119,
2003
8) Zamboni G et al : Histopathological features of diagnos-
tic and clinical relevance in autoimmune pancreatitis : a
study on 53 resection specimens and 9 biopsy
specimens. Virchows Arch 445 @ 552, 2004
9) Otsuki M et al . Asian diagnostic criteria for autoim-
mune pancreatitis - consensus of the Japan-Korea Sym-
posium on Autoimmune Pancreatitis. ] Gastroenterol
43 : 403, 2008
10) Kawa S et al : Long-term follow-up of autoimmune
pancreatitis . characteristics of chronic disease and
recurrence. Clin Gastroenterol Hepatol 7 : S18, 2009
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BCRE

5 | IgG4' Eg@ﬁl%

b LIFwE B 0 UVTHE w3 To®

B Rz
NI gkt - RE JERA* - G Wb - B BRE? - R

Dt

® kwn Zwln Dh»y

EU []*2

1 ENAERARRZE LY —
®390-8621 REFRMATIIE3-1-1
2 EINAFEFERHERAR

9G4 BE fﬁﬁg\c‘:(i

TG P& 8 (IgG4-related disease) i3, DI
5 IgG4 L8, ORERFTIC 1gG4 BB EM D
DZHEBEEIC L > TEROU 25 HER
Th, HILWEERHBSTHS, Lrl, 2hE
# 1z DWW T IREESEE ORI £ CHAERR
FThHD, WEBHEZbOIRR VW, RERIRE
3k, BHOHREEEEDOENRE, Mikulicz &0
BAREDMBEBRETT OEESHO»II RS T
&9,

HOEEER I EREEICFRL, EERX,
e peimtR, FAEMEERZE L, BEC OEHN
HFINEET B0, RESu ) Y LR, &EH
CHikEE, RERATCERZY o35k, REM
o, A7u4 RBENETHILID, F
I SR OIS SEZ o LT &, Ly
Ly ﬁ%@%?ﬂﬁbfﬂhiﬁT%?%% K
E TN 9G4 PR, BECLERL,
&6Ukﬁrtoﬁﬂ,,LE§kﬁmfb
29, HOGREEEAD D 5 —D0BHMIIZ, &
f - MEVRAR S, BEALMEREE R, BIEERMEE
Y, EHERIEHRBNFELEHTHILET
H2(R). HOREEEEOBRERMCE, V>
ISETEMIGRTE, FASEMRIRS, TEERIREL
sclerosing pan-
e, IgG4 %

%58 ®, lympho-plasmacytic
creatitis (LPSP) & FEFR & 1159,

828 WE LHIF vol. 38 no.10 2010 & TS

X HCREMERCE2OERINMBE
TEEE
RAR - EARAR K (Mikulicz %)
FRIR BRI REE T IE
fikha - P U o/ vEiiEX
R 4R %
AL RSN
BRIZRRARMEE
RIEERBE SR X
RTIZARFER

HREMBEOZHZ2BHELED SN 39 b
HOAEERERIRERAT TR 5 12 REAT R
BESMEAEAERB I bRBH 5, FAROFRENERIC
FETBEEZONSE, ZLT, Thoe2EET
24 5EE, multifocal idiopathic fibroscler:
osis, IgG4-related sclerosing disease 7 & D&

BELENRBENTER,

—77, Bk SjogrenfEMRFE LTS L Tw 71
—Fz, R - BRIRSEFRAICERL, X700
4 FIRENEL L CERISER L, BROWEIH
E£9 BEFIDBELE L, Mikulicz %5 & FEFR &
722, Mikulicz % Ci& Sjogren EMREEELMOY
<~ FHRELERY, IFgGLEDOLEFZEZRD
3, iz, BAVEE L L TRRSEBOREERER
DENFEE L ERORE, TEEL, FRIEA,
ARG, RIS, AZIRA: ¥ &Pt
L, ABORERR2AD 32, 2% Y, Mi-
kulicz 75 1, IR L7z B O REHEER O B

0301-2611/10/3%250/5#3/JCOPY
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ETHHRR - BERRICHE T 2FZ56N13
(R). £, MikulicziRDILE» 5 b2 HFEE
B, systemic IgG4-related plasmacytic syndro-
me (SIPS) 234218 & hlz, % O, IgG4 SBIE
TAAEEMESRLLT, IgG4-positive multi-
organ lymphoproliferative syndrome (MOLPS),
hyper-IgG4 disease % EDMEIBENT & 2, b
BETEE— LR E L TIGLEERE
(IgG4-related disease) AT 3 2 L TEWFFE
EOFEEBEONTY, ‘

UL, IgG4BEEE & U TR RIEYEE
WEEIL AN TWRWDT, MERERSDIHKE
EOVTEEERD~S L L REBTHE. L
2o T, HOREEEEOREIZ DWW TRAERSE
MR ENTELDOT, chEPLIEEHRT
%, HOREEERUSN OISO oG4 BIERE
BIZDOWTH, ZOBEOEINEER L O&7
REED, REMREMET 5.

HOREEERCRE

FAEEBEEZEECEHL, BN - AS0E
H, BROGEENEERET 5,

1. MEEbSBRE

BEEEBEIERLTEYVE Y, HERE
B FNIVRTIFEYDOLE R 60~80%I 5
W 387, BEIEE < — & — CA19-9(carbohydrate
antigen 19-9) DEEE L& %7 50% TR 5 33,
B> oW EET 5 LB 5N, BEROL
FiT 60%REE RO 20, BETH 357,

2. BEtkge )

S5 W EE 13 BT-PABA (bentiromide) S48
TT70~80%BECETH ZHD 579, FEIFEID
BEAD IR E T O X R BT & 2 BKRO
WHEE L E 2 5h, A704 FRECE DB
REERRT. 127, BERCERENAELKLS
BAEREMEECELCT LU E - 70B&Il, B
WO oWk VERERRICES Z e th Y, FEA
R ISR T 2R L 5 5,

REA S IR 1 DA, DET % 50% L £ ¢
DB, AT uA FREICE2HEF bIWMES
nNTway, BEFbLDD, HEFRRFOBEER
Bliodo CREHRIREL 2 EEX 6N, FiE
BEE U CTRERERBENELEZ 5150, KE

MIFICHT S 2 HORBERIEFIC & 5 [EE b HE
SN, '

3. REFHKRE :

IgE, HFEEIRD LR 2RFCED, 7V IVF—#H
FORENRBENS, y»-Fu7Y v, IgG,
IgGL D EREZ ZNZTN60%, 70%, 0NTRE I
B, BHEROMEREOCHEB L B> Tw
580, IgA, IgM 3 IgG, IgG4fE & EAEBE L,
IgM/IgG, IgA/IgG BEWMIzER EREINT
VB9, '

R C3, C4DET % O%EE CFED, FEE
WHREECOBEEREZ 51 509, BKER
ATz C3, C4 DWEFFTHI N T2, EE
B3 60~T0% T LR 2R, ClqfEahEE
EREEHTIE GLEIERIE, C4LHE
PEECEL, C3EIMEEIERZFED 12,
IgG4 1% Clq L EEHNZ WO T, IgGliz & 3
THAERROBELYE 2 5 545, SEBORER
BThs., VorNukEEb~—b —Th 58 H
IL-2 RBHE, f-3ru/u7) yOLELTED
3. | o

EEE, VU< A FETOBRERE, 2
71 50~60%, 20~30%T, R OEHER
BERLTWwS, EEFENECHE, T
SS-A (Sjogren’s syndrome A) (Ro), #SS-B
(Sjogren’s syndrome B) (La) FifaPHis b a >
FO7HEREEE 22 LRBEEAYR
250N ZKTET%iHiﬁ%ﬁETZ‘é % carbonic an-
hydrase-H(CA-ID® 7 7 + 7= V) ¥, BEGUWHE
k) Sy ¥4 vk B ¥ — (pancreatic secretory
trypsin inhibitor, PSTI), 7 & 7—¥ a-2 A,
HSP10 (heat shock protein 10) i2x43 % B S 45k
PRESH, KERNEZSEES LTV 39,
Helicobacter pylovi D7 A ) —4 UEEEH
(plasminogen-binding protein, PBP)“\“ 7F R
WX 5 HOUMASKE TEE - REMIZHIER
L, ZHCERTHZ LA VT EVMESH
72 Lipl, 4207 OECREERER DR
BRELPEDOZNEBER->TEY, Eholm
BEREENFET S EHFZ 0N, bBEOFHT
DERPLETH 5.

4. IgG4

MEELESWKEIT -7 a7V vk y-7us
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)y Q-2 RIS P BT S -y T
Vo U IFEBRED 5, REETEEICLY
IgGA A EPEIML TWwE Z EBBELME o
24, TgG4 13 H ORI B E O 0% T L&
280, BEAN, BRI CMEETEEERRD
T, NECRHERN, BRI LET5ZLHL»
Lo, LE#oT, IgGl RERE OB
YEATHY, TRBEEEOSERERTH
212, & 5 IBRERPNCIE 1gG4 B E R
DERRBEEZRD, FEREBOHEBBZECERT
H21®, Lhrl, REZBT 3 gGL OFRERNE
HIXTBETH 5.
5. RERRMERET ,
AE T E b B IMBRHIE (human leukocyte

antigen, HLA)class II #i JR DR4 & DQ4 75,
DR4, DQ4 D ¥ 7 ¥ A4 7 T i DRBL* 0405 &
DQB1* 0401 ’ERICHHEECED 5B, HE
A T i3 DRB1* 0405 & DQB1 * 0401 iZ 100%:&
ERFEEOBBR TN T I A TEEEL T 3,
HLA DRB1#0405 % U < iZ HLA DQBI * 0401
SFNRTF PHER THMRRCERLT, FE
D E&WRD I eNTFREING, —F, EED
B MR F O genetic marker IZIBX 2\
Lw S AR LB ETE R, 0O, FCRL3
(Fc receptor-like 3), CTLA4(cytotoxic T
lymphocyte antigen 4)EZF DRED SNP (sin-
gle nucleotide polymorphism, E—EHEHH)HS
AAE & BEN D B EESNTWE,

Mikulicz JRE 48 &

PIRT & D B REERERIC IR - BIERA 2
D, Sjogren EBFEHOEHLEZOSNTET:,
L L, QOECREEERICEHT 5 RER - HER
R4 TR RIR SRR E TR T 2 2R AR
JEx 2RO, bLIRBEDOZ %L, O
P REiR b R T H %, @Sjogren EEIETIE
HTBEASS Y, HOREERRTRD SN
BIREIRE ITE TIRSZ v, @FCREERERIC

GOF T BRI - VR IR R X1 SS-A(Ro), #1-

SS-B(La) kit Th 5, OHETHREMERE
EHET 2 ER - MEIKERA Tk 19G4 BT EMR
FIDZEB R BESED 50 b, OB CABERA
CEHT BRE - BEIRA IR T oA PRI

FieRIGT 37 X, Siogren IEMEEE & IZEER G
BoTHY, BER MikuliczfmeFE 2 61T
VW3R, MERERRIERYICIEESRESE
BREFABTHS, BLIZ L <, SjogreniE
BEREL IZER YD, SS-A, SS-BHANSEK L &
LZZEIRIELAER,

lgG4 FEEFIR RS

IgG4 BN RERE & U CHiFT - R Y > %
HREXR, MEEMARRE, BHERER XD
ERENHEINTWEY, Zhsikyradf
F—3 x, BEM%H#, idiopathic plasmacytic
lymphadenopathy (IPL)/Castleman’s disease,
lymphoplasmatoid granulomatosis(LYG), &
) oS, FIEERE EOEFBLETHS.
PNa4 PR EDERTE, TYITTYY
> % ¥ % R (angiotensin-converting enzyme,
ACEYO EE 2w e EHTH S, BE-
MR RFI T KL-6, Wiy —772F v v 7FuT
AVADERERREDZ LB BB,

lgG4 BIER{ LB E &, IgG4 BE&E R
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9G4 B ERTLIRE B EIRE
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IgG4 BEEA S IR RLRE

IgG4 BIERNSIWMER & U T TERER & FikEE
BREETESRESN TS, TEALTRA
TEEEEETE, PIREFRIEEEETE, =
REBIBEHRETSE, PARKVE Y DRETE
(syndrome of inappropriate secretion of anti-
diuretic hormone, SIADH) 2 & /23 Z & 35H
%, &7 MY v AME, SETEEIVEY, Bl
B - BERERAVEMEOET 2R D 5. FIRERE
BEE TR TR FRBERCZFA LR ET 2
TERIEEAERL, BRERMBEERVE Y
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peroxidase, TPO)Fif& % %9, IgG4 BHE
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Hoodk

Basic and Clinical Studies for IgG4 Measurement
by Nephelometric Immunoassay

Mitsuaki KAMEKO, PhD*1, Hifofumi KITAMURA*2, Shigeyuki KAWA, MD*3,
Hideaki Hamano, MD*4 and Jirou ARAI, MD*5

After 2001, many reports have shown that serum IgG4 levels specifically elevate in patients with autoim-
mune pancreatitis (AIP), suggesting its clinical usefulness in discrimination between AIP and pancreatic can-

cer.
To confirm this, we tried to examine a utility of IgG4 by measuring serum IgG4 levels of patients with

healthy human, AIP, chronic pancreatitis, pancreatic cancer and autoimmune disease with nephelometric
immunoassay (NIA). The between-assay variation (with. coefficient of variation{CV)) in the IgG4 meas-
urement and the within-assay variation were 0.3~3.2% and 1.9~4.5%, respectively. The analytical error
was small as shown in 2.9%. Reference range of men and women was 5.6~117.2mg/dl and 4.3~94.0mg/dl,
respectively, and men showed higher level than women significantly (p<<0.05). The median IgG4 level
(247.0mg/dl) of patients with AIP showed 31gmf1cant1y high level (p<0.01) compared with each patient
group of a chronic pancreatitis (45.0mg/dl), that of pancreatic cancer (59.6mg/dl) and that of the autoimmune
diseases (54.5mg/dl). In discrimination between AIP and pancreatic cancer, we found excellent clinical util-
ity showing sufficient sensibility (87.0%) and specificity (93.3%) .

As a result, we think the measurement of IgG4 is useful for the diagnosis of AIP. However, more popular
assay system, such as immunoturbidimetry, will be needed for IgG4 measurement to be prevalent more

widely.
[Rinsho Byori 58 : 393~396, 2010]

Corresponding author: Mitsuaki KAMEKQO, PhD, Clinical Laboratory, Nagano Municipal Hospital, Nagano
381-8551, Japan. E-mail: kameko@hospital.nagano.nagano.jp
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PESE, IgG V7 7 T RAEDBIE I B REE

L8k E (single radial immuno diffusion: SRID) SEEFR
£ 5572 ¥ (enzyme immunosorbent assay: ELISA) iZ
T VHESNTE MY, HEREREETHER
HRATE TP ok, KL ~BOREZTIIE
ELTWahok. ¥k, 420G H77F7AD
5% IgG4 M BESR DAL, TLAX—ik
R, RS, EETE (GEEESRE) 2 EORBKRR
EBRTERT3Z AN TS, BRERINER
ENEFETIXR P o Tl OBBRICBIEINZZ &
1TEP o T,

UL, 4, HEAEMER% (utoimmune pan-
creatitis: AIP) ¥ Gl IgG4 IBENEENICERL,
B L OERMIZERATHD Z LBHESRYY, BEE
558 VA T R BRI AR R & A A2
HLTHRE L [HCREERERERKRSEEE
2006) ¥z IME IgG4 PIESMFERZFNREEE & LT
BRASNTHD, BENERXREVERSNLI L

ok, EOERITE, #ZLHEEE (nephelometric
immunoassay: NIA) Iz & 3 IgG4 HiEEY 0E kAR
xBELTWALELDBND.

FIETIX, NIA T X5 IgG4 e & 2 DRIEREE,
Ei, ABER L DEREE L ZOBRNERMEL
BRI OWTHETS,

L ®&EHE
A HEBEVHK
EEGEOREICIE, BE A (B394, K47

4) % AWk EHLEIZ 13 MCP-STAT ver. 6 (SYSMEX)

B4R UTe |
BERSEL LT, AP B#%23 4, SRS

127

10

5 25 45 65

# 134, WEBEL A, H ChRELERRE 14
& (BEREETEFELEES 2 4, BEBEESHY v~
F & E 10 4, Sjogren EBEHREE 2 L) 2RV, £
NENO Ig64 DEEREE L. £, TOREME
B AIP LRE & OERIGER HET 5 wic, BE,
BRE, TREZRDK. B, BRE, SEE, ¥

EOBEHEIZHUTORY THS,
B = (IgG4 [BME ATP B+ AP BERED X
100

HEERE = (IgG4 e B 3+ BB R ERED
X 100

TERERE = (IgG4 Mk AIP B3B8 +1gG4 BRI R
F¥) + (AIP BERE+BUERERED X100
B. BIEAES UHE

IgG4 JlErE, Binding Site #DHIEHEE A AV (5
%3G : MBL), NIA 2]R¥ L3 2 HEIREHIEEE
Behring BNII (32— # > A%t) &£/ L TR 21T > 7
C. AEREDREN

F—nlE A~C O3 BREZRY, 1H3E, 6
AREEL, ZORRIEIDOWTES PGS
PERAL, BEBICBENES L OWEEL Stat
Flex ver.5(7 —F v ) % VT Lic.

II. #5 g

A, BHEGEDETE

NIA iz X % IgG4 DEREEE T A M) v /&
OBEEEHREZAWTEHN L2/ % Fig. 1ITR.
Lic. &G IE 4.8~104.9mg/dl, B H D
HEEEGEIE, B 56~1172mgd, & 43~
9dmgdl &2V, FIEREPRNG, BRTIIHMER
= (p<0.05) ITHEEZE TR Lz,

M Man (n=39)
[[] Woman (n=47)

85 105 125 (mg/db)

Figure 1 Distribution of IgG value in men and women.
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Table 1 Between and within assay variation and analysis of a measurement error of IgG4
Pool N Mean  DBetween assay variation =~ Within assay variation Analytical error
00l No ’
(mg/dl) SD CV (%) SD CV (%) SD CV{(%)
Pool 1 49,7 1.6 3.2 2.2 . 4.5
Pool 2 523.1 11.6 2.2 21.5 4.1 0.27 2.9
Pool 3 1147.2 9.2 0.8 21.8 1.9
1500 4
)} o)
o]
135mg/dl 4 °
me/dl 4500
9 a
500 - 8
1 1)
135mg/dl =} ———r : g 2
B —— - —
(3 D LS
o & & & &
%\‘r 6& (} cS-e' =G
,Q;‘b\ R Q’bo & 6(}‘6
W & & o o
o 3%
P S
: S

Figure 2 The scattergram of the IgG4 level by the NIA in various disease.

B. BEEEORENER .
Table 1 2R3 & 51, BRAZEHE) (0.8~3.2%) 171,
~HAEE (1.9~4.5%) BPHE p<00DITKE <,
ZOEMERECERTH-, LiL, SR
ZiX29% /DTN SPEEL LTIE, WET
EXBBRTH-T.

C. AIP BELEEH L DLLEL

ATP B 23 4, BHERKEE 134, BERE 1S
%, HEREHREBRE 14 BiTonT, IgGd i
o745 % Fig. 2 123 L.

AIP BEF O R{EIZ 247.0mg/dl, BHE:RKEE
B, BERER, BCAEERRBERTREA
45.0mg/dl, 59.6mg/dl, 54.5mg/dl 72V, AP BF
Eiz (p<0.01) ik EEER R Lz,

D. BE BEELLVEME

IgG4 @ cut off {E% 135mg-dl IZERE L7,
AEOUERER? D, 1gG4 ORRET 87.0% (1gG4 [
M AIP BEE 20 4, B AIP 2EH 23 4), HEE
12 93.3% (IgG4 AV feiE s £ 8 14 &, TRIEREBE
15 44), IEREEIX 895% Th -7z,

P

I, = =

2006 EERWE SN THCRIEMHREA RS
ZEHE 20061 7 CIX IgG4 A, MkREOHEE TR
SNTN3., BEFEELEIRT SEEIZIT IgG4 #lE
BEELWESRTNSES, RBRERAATHSE
(H22 4 4 ALIME, BRI E LT 400 ADED 5
N3)PHEABER L UCERRELNE LT3 AT,
BN EMELHE L WEIEEHTH 5,

L7ehi»T, BURTIX AIP OERICIE IgG #IE,
PLAZHLAK (antinuclear antibody: ANA), U< hA R
BF (rheumatoid factor: RF) I 2 A A HETH 5
EBRWEEINTE e, JIIHORETIZY, IgG4
B CTOBERBIZRE 86%, HRE 6%zt L,
IgG+ANA DA EHE TRIE 85%, HEE 63%,
IgG+ANA+RF OHlHEDOE TRE 91%, 1FEE
61%TH DT, IgGs DRESERHRRNBLIL,
INHLOHEBEZHAADLETHEHRELRWE, 1gG4
BMEIE I X B 2WEsIC RIZR . '

T, BEABRIKEICBNT, FELSEHFLNT
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f-ybridging R BEENHDHZ L&, BEMNKER
Ferh ek B OB RS L Es, RIT
AIP BEDR ) —=V FREBICER R TeRP

b, BERBSXKELAERLKREER £ X 5%,

EugPICEI L TIE, BEATIE, AIP OBBTHNE
1725 cut off f 135mg/dl Bl_Fi3ER% S, 110mg/l
BTz A LTWER, FERPRnkD, B
HEZOWTORM DB EX TERLIKREBHET
Hb.

SENIHRST L TRV, AIP BEICBITB AT
oA FHRER%RO g4 B2 BT S &, BFRE4
BETERIETTA2ERAONTRY, BESR
DHREICERZEETH D Z ERRENLTNEY,

PLEXY, HEREEL LTREZE~OEANE
B2, BROBEETIERAHENLELTS
ATHELWEYD, 4EHRBESI X3 BB0EE
TOREEOBERNEL L2 5,

Iv. & & &

IgG4 DHEIEIX AIP OBWIICER L ENDH, &
BB RREANARE CIEREBS NEL T
DHERELLTOERMENTEY, BRTIR
IgG, ANA, RF ORFFHIE%TS Z LT, AP O%
BB TS, LML, IgGdik, HR2 44 A
OBEHIUEIC LY, 400 ST o IC RIS &
hazihd, SREZCAEREEHLRBZL
PEIFFEN B,
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