]nzgﬁﬁ%

7=, AEOFRMEI BN T OB SRS, Y
RYTANWARBREIHRETHI LD L.
iR

OAEOBFEIIR 1 A, REEEIIBITEE
HHD 18 % T 5O L EHEENTwD, B
1:6 EIMicE e, AEO ATH B OFSEFHNIZ
15~ 00 MBI B s, Bcd Hi2 50 ~ 60 e ¥ —
2 b Lb—lgostitat. —F, BoRCiBEN
DK TN ATEN 5 1 v o N I
B

FEOESEOE VBRI EZ L LTS
A, hHRFRELEI RS CH S, JEESICE S
JERwi e, JRESEE L EIRRRN, AR KM,
KBRAGERTH B,

FHEAMGSINICIL, B/RNEEC D BT, R
FEIREEZE (bridging necrosis), /NEDZER & UL,
OBy PIBEASAR BIS. BEIRBSES interface hepa-
titis OFTR b BHEICA LD, BEANERESZ
TELHThH D, WEEEREEYIELT BED
BB THAT LIRS 5, IR, KEZR
A LIBECHEINRFRTDHS.

BB E LT, SMEFRORMRGEE R TP
VIBEET IS & B A BB L. NEPITHE, SR
FEL, IAHR ISR R Ay, BRI
BT 5.

B BRPRAEIR

WEIER E UCBRRE, AR, B8, HEE,
RBRENH L, KELTRET 2 EEN BT 5.
LarL, BATHHCSSE, BTLTwAIEb4{, H
BRERICE L BROBEUER SN Z L35 5.
SR L LTSI BRI, ST RAREIR,
AL (BUHERTE, ERMEIARLY) OF#Hr b
EBID B 5. B AERIRO L EOSMIT % Tk ATH
BHES NN DH B,

e

AST, ALTHBEICERT A, REY VY, ¢ 7
a7y (2.0g/dL L), IgG (2,000 mg/dL PLE)
AR L 1o B, PUEHUE, PITR AP, LKM-1 i,
SLA R ¥k b O BERANBEL 2 5. b
HFEOAMH X IMMEE AL THY, PihkER
FECHERE (990 %) R sha, BB HIG
D# 40 %O BETH B, T EI LRM-1 kBT
HYy, BEMZET 5.

HHRETIE, HLA-DR4 H1EMIH % . HLA-DR4

BENE, BERNS L, arFairus P ER

BEANVEY) OFGHED BIFTH 5L, BT,
HLA-DR3BEMAID H Y, BRBUHRBENI L, an
FAAFUA FAOEFIEREID Y, FFRE~OE

BN
VEECL

¥4, YA VA (A B C D, B), Tlha—
VRIS, JE7 OV o — VTR 4, SRR
£ AEZOT MY A% Wilson R & BB 5
R Pz, ToREma, LKMPUE, y 7o
7Y v, IgG, HLA-DR D24, S Ok
WAL R CEBMEMI R b OILT 5. BEAy

o A

(B8 [HRaHor%] AT, 1996.)



(Y i) [HRA MO BF FRARTEEE O ATH HHRET (R
98) ZV A, 1999 4 1CHET S M- EIRSHTER i (R
29) B L UF 2008 £ ITIRIE & N7 BIRE MRS ik
BEEIIRD.

B ORI OB OO 70 —F v — 2 E
43177
B G

PAEO ATH Tlk, 08 25 %70 B EL50E
ERzAEHFLTVD. HEOBVWDIDOLLT,
Sjogren FEMEEE, TR T, BEHY O=F
REWD A, ATH W FEEERTEREZE (PBC) %
GEHTAZENHY, AIHE PBCOF —N—F v

x 29 BOCREHEFROBERSHELE (1999)

ALP: PIAURRAT 72—, ANA : S, SMA : FTBIGHAE, LKM-1 : BB S 7 A — A 1 5ith, EBV: EB

aaﬁ@w:ﬁg 273 ]

R IPIE T A, BRI ATH PR H 5
ZEBEV, TCHD LD, ATH & ERIEREGE:
g5 (PSC) A BETAZ b db. BMLIERY
TRIFHEEOSHC O REEILETH S,
BhE

JEEL [HRAEORTR] AT ROREIES (&
28) ICHESWTEHI & L, ABBITCE, SV RF=
vuy (PSL) #M8kEE L L T30 ~40mg/HT
BT 5. HFRES5~15mg/HET 5. BRTR
BEEL O EESIEE L TBL Y, MR
LD 2~ 3R ETZ0C, MRREGELIME
35, PSLIGHFHEDESNC ISR 2 BT 5.

WX, CMV:HA hXAOILNZX, PBC : FEHMEITEITES, PSC : EREELIER.

{Alvarez F, et al * International Autoimmune Hepatitis Group Report: review of eriteria for diagnosis of autoimmune hepatitis. J Hepatol

1999 ; 31 : 929.)
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B2 EEE R

43 HEREMFABROLDOTO—F

Spkgire L (LT A RS Y, BUEITEORS
RepTbbds WEEFAMbIVE B OVE
VHEB DML U ERI T, PSL RS E S LT
60mg/ BB\ E 2 BT S, BEHELTAF VT L
Fovarizk s 2704 FIOVAFERIT) . B
FEREEI I IEREOBIS BT L, MEEIrE
FNOBE LRI~ ONIEEFT) .

RIS RERIVE Y OBREIRS B L TE, BUEH,
FRCHERE, TEIE, EHRE SEIR SIEE
T5. ‘

Bri

WHRIE ISR TH 5, AR L -k
FHRABTHY, BUTFEOREE?S OBRIEET
5. BUIFETE, BIEEERIVE VAREBER
TR RIFTTFED L. BRI
EHETFHRARD I EHFEWN

(PTEBRERY, Edbgg—)

@ TR

1) EAENEE TEEEOR - MERRIES 2 e
BE G HOREBRTE (ATD ORI A4 R, HE:
3CARAE L 2010,

2) Abe M, et al : Present status of autoimmune hepatitis

in Japan : A nationwide survey. J Gaslroenterol 2011 :
46 : 1136.

Lo

1 @ FFEZ liver cirrhosis

B

@ FFEZE L1, 1B A VAR &3 D8
BEOKKRETH Y, BIREROBIRL L T
Fr 45,

@ AVA, Tha—k, HEE, B oMk
FROWP AP DD S TR REERT.

ORI IS TH Y, WL LT ARN
BETED DN, AR B NE DT AN
HRLEoTnA,

® ERERIOITIZ PIRIE TR X A IR X OV
Tz &k AEEREER L 350, BT, S IFEE
AR HER DR AR .

© FIEZS IR ERERG e lEAY, ORIRAIHETIOTER,
OB DOTZH (portal vein—central vein & (P-
CHE)), O NEREEDUE, OO AEOWE,
DEHFEDOLNS.

SEHOKRIZPIERIIC L o TH ST LT THEM
% 5D 5.

@ HENERE D w A W A TIIE L, R THE VR
FBR & ORIR 2 A R S S =l e R L, B
INSELRIEINS.

B

a HRERNSE
2 A VAH R S 15 DENCIIEBIC X B 0800

WE D, DHAETERES, ZBORIHEIAWD

nonse, BETE, vANVAE, Tha-—vihkbdb

WERY) o il & ORI R R A A, 1R

WrkoTEkTa I LdHY, HHORS S, HHER

BRI o THHEEINE L) ko Tna,

E 2% (International Association for the
Study of the Liver @ JASL) 1= X o TRE S N/-BES
DT, KEETE EEE BEeLLTws,
b WAL LD 9%E

IASL O4 % B IELF 30 ITRT.

TAVAEEBEBICCE, FICDRNFBE

CWABET A4S A EENIFERICR LRV, v AN

AREHOLOFEBRECELTWA, HEEDH
80 %X T A NAWETH S,

Foba— VIEFFREZS I, T VEHIC L 560
FOBET 10~ 15 BEFETH 5.

B CRE M RA I B OB (autoimmune
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1) Takikawa, H., et al. (2004) Analysis of 388 cases of primary sclerosing cholangitis in
Japan ; Presence of a subgroup without pancreatic involvement in older patients., Hepatol
Res, 29, pp.153-159.

2) BAMELERHREAES, ®Ni— (2004 BESEEMEMIREE, HLERFNZHE, pp.236238, BE¥ER.

3) HyEEEA (1996) B‘ﬁ%ﬁ@ft&ﬂﬁ EROIELERTA, IR, 32, pp394s8.

6 HCOHREMEFA
(1) =

BOHEEIE% (autoimmune hepatitis ; ATH) & i3, FFREBEORTICHTOEEREEE
ENRZBECEETIRATH L. HENHA, ScalFaxiuf FEEHTS (623 .
(2) n%8

EORAOHEEIC LY 2FBICHEHENS (F624). bIETRIAKKEHEED 1 RMZE A
ERLDB.
(3) 38K _

ARSI S &, 60 BRI — DO E— 2 33% 5. HRTIREE(10~20 A8 12 b ¥ —
IHHLH, BRIiE1:6THE LIEETORAFREH I TALEERS K, BEFEL FUZEO
2%k LY,

#®6-23 HOREHEFRBEEH iﬁ%ﬁa‘%ﬁ

&l b ,lli%@td%h. , . EEOJEZ_L aﬁE%@%& ‘*ﬁﬂ*ﬂé
BWHCH e o TIEBRR A LR P 5, Pib3a—)b, ﬁ#@(«.&:éﬂﬂ%ﬁa‘sJ:O‘ﬁEOJEEﬁF%%z.E”J<Hﬂf%%%ﬁ?
NoD. BEFEAE, ’ﬁkﬂ)bi""jzj‘ﬂ/f RpEEEy A

IEEMR]

OIECTHE GHOAEEE, FTEBHRIGEEE) HeE
@mEy - OV MEXRIE 1gGED LR (2 g/dL ).
ORI EREEDMmE b SV AT =S —PEDRS.
@FFR A IV AR —H—(E BRI & LT
OB ITAHRRESER B8 £ O piecemea!l necrosis & BESBEFASDVEHBEZETHD, UL
USSR EREEREEEDS. ST CRETMEERTS.
(BB LROFEHME1 DS 4 KOECREETRDRONCES, EEFAOREETL, SCREEiRRoE

O WINPT LIEfICIRRRIE UTRBINFIEES (T RTVOY) #4715,
@7 RDIVOVOPHRSEE 98 (30 me/BlLE) &L, BB N /AT S —PEOUEEHROE
ECHTRTD. HEBRIE NS YAT I —EUEOERLEHFTRETD.

® C BRI A AMEZE & BED BERBEROBEICH > T,

a. EEesiE# (scoring system) TOAIAFPHABUVEMATIZRT O AEADZEL.

b, BREEBETOAIPHEVERTIEAY—TJOVREDERIND. LU, FOMCHE->T
FREHODC I ARNBRRESEICENERETS. BESRERBEmhDAILAE, FFEEETL, 88
SHEMEDRHFONEWEEICIE, THPMNIBESETL USBIERIOEREZERTD.

3 DEETIE HLADR 4 BiERDE L.
¥ 2 DOHETE CEIRNY AL AMEE & BE S BB h G 5.
%3 CRFERUANABEDPBESHEERNTE, (V59 —7x1OVAENENTDHEES.
GTEELARER (1996) HICAEMIFESITIGGE, BTMENIFRBEEEs, PR, 37, p.298 X D)
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£624 HCREEFXOSE

s (ANA) DA EDECRBEIROXEBS Z5DD
1 FEESTE (ASMA) 50~60 slicE—o

BPDVRET, X704 RO
FEFBEZ/0OV—A 13 (LKM-1) HifF DOETIHEDSHTEN

2 10 EeIcE—2

TRUVEST, SRRt

(L%E)?@!ﬁ TR - ESRRICHS 2 BIEHi%] JER (2011) BEREWITE (ATH) OB#44 F, pb XAEX
hiEgy, W)

(4) #RHE, RIENF

BRI X ARE L E R O, HEMAShRENESE oMz BEET 5. P
EERCHCHASRBENR S, BENERE LT, HECTR HLADRY BRI 2,

(6) BRERAER

HEMRE LT, £@FBRR, AFORE, WE, %83, BHERLRENS 50, BRRoz LS
v, BERRRE o7V VERE By r R SoMoBESERRE LT LIRS T
%, FARMIIZEBMNE, HFEEOREY L LY, BMFLEPEMIFAE BIERE - BREFR
£) OReREBEALHZ DY,

(6) 2H#L
IR - FRBREE (AST, ALT) O LASEREEEZREERCALRE. E)VEYD
ER2EIRITEDLDD.
C@HETHE R, BERGRER EEBEE 5.
@y ruTY rERR G OLR, MEOTESHSNS.
@I PR - H%X@kﬁﬁﬁ@@%ﬁ#ﬁ%n% AT B L BB R 5.
.@HMH%&E OB E A A~ T 24 AFR (interface hepatitis) (BLHT & piecemeal
;mamm&iwnk)%k%&ot@%ﬂ%@f,M%E@%%,%ﬁ@ﬁ%%@%%.ﬁ%ﬁ
WEHEEMEES LITLIEALGRS, LKA EEEET 5.
(7) BaoLEEHT

A NAFE ABM~ER), 7ra—VEiFREE, 7 v a—URIEEIFRE, W EITEE
ER BT S,

(8) amE

AWFARFOA FPE—ERTHH. +4E G0~40mg/ B) L OBEL, L R
BETS. BEOEH, FAREBEEOFE S LA, FEROBGITR, BRBEOETIALN
% 59 REEMICIIATF A PNV AEEFMTbRS. 2704 FORRIR T OERPLBEHRY
%fMTMT%%£70/&&@%&%ﬁﬂﬁmméhé Ehdb, BEMSLaIVFIATFTEA
AR Ik D EHERREN T, Y VY FFE Y 3 — VB (ursodeoxycholic acid ;
Umm)ﬁmmen%ua@@a FAREEFTCEFBELEEEINS.

Q) ¥#%

ANFARFOAL FHERHT B EEFENETFHER LV, BYRERSTbRZWHITE, T
BEEE AR Y IR MIE S ( VIRL, BRCHEEICBITTS. AWIRE BCBREITE,
BEBYHIAZOFKRE & HENITFEARTH L. FHHBSAOES TRICALNS.
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(10) BEirE

aVFaRFuL FEERICbo TH#E T2 EWHEEREERETHREL &2 LT R50
T, TOFHIRZEGHBORESLNRERITTbRS.

(1) 70RA > b

ANF AT FRESEMICRZ 2 %L, RIRBICLAZRE ZEPEETHE. I
12, anFariFud FEEHEcRlL 2w X )R85,

(B1AEk]

1) FHELKIE (1996) HCAEENLSHRS, BCREEIFR0GHRIES, R, 37, pp.298300.

2) Abe, M., et al. (2011) Present status of autoimmune hepatitis in Japan: a nationwide survey,,
J Gastroenterol, 46, pp.1136-1141.

3) Bafk—i3a (2011) ECREMEIFRDR - TIROBIRE 5%, DARHLEHRERMEE 108,
pp.7-20.

7 TFTira-—-iERFEE
(1) BE, BE - REEE - RERE .

T — MRS, BRI S, FRRERE, FFRIE~ERL, TRCRFSAORED
Abhd, L=k LT, 5g (AABERET3E) /HY LA SEMY kT8 Smgic,
T AT VEFEERRIET 5%, TREBEORH 2/3 ofkilER T, FHN (104 THF
WENEHERT S, RERFBICE, =77 —LoRIHE I MRILA P LR, BHUMERRE
LY R FEYURMADOTA ML v, EEET R CBEST 5.

BHKITEE O 90% ML ITIEITINC 2 225, FFERHSHHE, X SICFEE~ORRE I EAZ
BREW ({1639, 7ra—id, bPEOHEEOEEOK 10~15%% &, CEIBERFLD,
IS X DT LA T R B,

(2) IR, BT
a JER
TR OS G EERTH 5. 7 a— VRS, RO EZBICSREL, 58,

=
< BiRHRERE

®6-39 7HI-IEIFEEOEE



A C5 s BT % (autoimmune hepatitis ; ATH)
i, EEREEE A LS E O S &
R 2 BEEBMITATH Y, PENDBROLHE
CEPRT D, F7e, BHEEEET S OIS
LEEFEL, BRFAEERELAD, RS
AT AERLH L. BEIE LT, BMOFE
PANVA, Thva—v, EBYCLLFEE BL
Mo B TRBRBICES CFRERBI SR
%, Fix, GIEHIEIE, BcanFozsnagr
C L B BESES R ET

=B E 2

bIREOEEFHCIIHEEEEEIL 1400 EH]
ST, EBIMEMICH B, BEIEERIL0FEA
gD Y- Bh Y, Brkidl: 6 BE
BREE L TE, BEFE2LH80%, FHEE
DH6%, BHEFEIHIL%THY, EESMETF
KOEFHFEMLTVEY, BTREREERDS
PRI 1/3DERITH S, BHEFIREEA, B
VS, a—T L UEERER BB,
2C 9 A |

ATHIZECOHEOBREANY — I X h 18 &
SENCAE SN, 1 R IHERE LIRS
PEEOREEICFEL, 28ERFgE~ /70
V=21 (LKM-1) BufER 4 b — v 1t
EABETEFRICFRET 5. BE bOEOERE
HIZIFARELENTEY, FEAERIET
Hph?

RARERATS 57, BIEHERCRES
BT ARASRE SNT VD, BENTEY
LT, HAATIZHLA-DR4, HLA-DR#FUE 44

DE(EFLEDRBL M5 D HE ST wb, £
7z, BOHMBOHRERE y 707 ViflfER &0
HERBRBORHZHRLMA CBY, BCRE
BAEOWROBE L L M08 CHEICHT T
25 FHEF M (molecular mimicry) DSEE X
W5, Thibh, EYEFBEESY A VA KL
ORBHBIZATHE BIET DEFNH D Z & h b,

N DFATRED B OB 5 REEED

WAEICBE L T A eMEd D 595, ATH 24
BERHERLHCHERIVEZRES TV AR,

FREEICDOWTITEL O ESRE ST,
%. FFEMMICCDA U TS 2hE T2
¥ SERIBTEDNA B L, Th212 X Thl B 0H 4
M A VBB 3OREEA LS THITH
5 ThiTHADFEENRESINTBY, Zhop D
TR AL — T RIS ATH O AER1- 5
LTWaEZEZbNTWA. —75, BIfE T
Td b Tregiiass, ATHEEORIFTHIL,
BRERE LR D LD, RO R - B
DRI S A B ERORRICES LT 5
PRE STV,

wF B E

21, BMSEENERTR
ATHOEREGE, 1V 5 —7 = A4 AFLCLH
BIE — 2 3 —)VIERE ] & IRRR) % 1 5 1B IS B %
FFETHY, ) v5Ek - BEMBEES X O
% PRk L7 FIIRELE X OSBHEHERREE 0
TRk, FFRRFARSES T O FEAEN O 15 %= S 1%
FEE/NER T O SR BIRBIELERA Y % -
R L OBSERE AR S (™). 2
D k3 R BHEEEIEIFRIE, 4 VA MEIBHERT 4
LEBOERMETH Y, REBRNEETIER
Vv, L L, ATH TR A VA BB HEAT
AT, BEMREECHFROZEIE - FE
FEIL, PIREBNCOSENES - 3EHLTE

89




1 HOREMR

AR~ T A AFFRE

Q N o o

DR

,%Hiﬂa{xzf'i AR O JE %o B WA, TR —
VX, BEEEMBEIERICHETL LS ICR
D, SLICFMRROZE, Bz R0 5 ER
bdHb, I, BEHEBE(C 2-7EE, FE
B BE L D OR IR 2B T R R 72
EOWMAMEIER, & 5 3ERIE~EIED
HEFREETH. T/, FHROBECMZTE
EHEL RSN, LK L7z PIBRIEP AR EE N
KR ESNFilREco Yy VEESALR
5 (1), FHEERRETING DBE T TH
RTEDENTEFNTH 298, FEEOEVIFE
ZATH ORBZNZWOLERRTH Y, B

90

DHEA UTEPIARIENIC U ) SRR A &t D B MERAEBI S S BED 1 2 — T A AR (KM) 2588
IKHSNfFHERROE Y b (RE).
© emperipolesis. FHRIAMICY >/ SEROBAERD B (KHI).
HREREE. REEEOINEHVNDD, BE ERERIC

>y \E?K;%/Fﬁ’éw&b%) (QEED)

R CENZIFHBEEL 2 D54, AIHO
TREMEEINRETH A, JEEEBEIESEET
M FFREZE (primary biliary cirrhosis | PBC) %0 %

HRLERERDFHEEZL LN T EHA, AIH
2 CEBHIFIGER T, FFREBEERE R L

JIENAEEEN LT LETEDLNE. LaL,
JEEREOHADEETIX, PBCOEBMERE AL
ATH OFFREFBEREEZEGE L OEHHE L WES
WL\,

BROZWEEIZET L)1, BHEERAIH
TIV— T MEEOREEE & LT, emperip-
olesisBHIFT ST 5B (X 1). emperipolesis i



S HH LR (1) >/ NER) &R (BFMRE) & o
GEFENREMERT, BOEEENSEL, RE
ZEMIIDEELREEREATH S, FHED Yy
FEE IR AEE DR ATH CHRE SR,
A VY =7 x4 AFHRDEED ML HET
%Y. B, AIHOBWEEORFEFROV LD
L LTHEEBENTWSD, S0 BEEMEIFAIC
AONBZHRELTHREINTEY, AITHOA
7% 5 FRMEIEREEIF A2 R TMORET S BT
A, B, BEOHEZEB T, MR ORXE],
TR~V AL ORISR LRIFEFE L,
emperipolesis DE M TAITIIRE L EET
720, REEICE > TIFHOEVTRTH 5.

D2, ERFHEESE

T A N AEFRTEW LT WA EWIFROE
BB L UCESESE ERFEES, 5
RUGE)BHAOND, Tabb, BERKED
B (EEE © Grading, Activity) % AO(minimal,
B - REFTR R L), Al (mild, BEOER -
KIEFTR), A2(moderate, HEERE DI - KIE
i), A3(severe, BmEDEMR - LEFR),
To AL O FEEE (JFHB © Staging, Fibrosis) % FO
(no, MHEMLZ L), Fl(mild, PIRRIRDMRAEMEL
K), F2(moderate, ZeEMEA#AE(L), F3(severe,
INEDO DT B a2 EREEEHET), F4 (cirrho-
sis, FFREZS) 12035 5 (BEME, TTI-A. 7 A v R
HEREIDEEZR).

II. weEz

FHZIEATHORKGETH B, AIHOWNS
BrOFEERZETAEMND D5 (bAETIE
64%7). ANV ABFEL & LB 5 L HER

B, FHREFEOEREAFTIHL. —f

BRI AT R R L EZ BN Tn D
B, AT A FIRESE L ORI
EWaL ol GE, BHEOWED L ITkN
ARAEERREE I 2 TR B ASE LA Z 210X
DVIREEOBEFERT HENSH L. 2B,

B RASBH 0 fFEZE (cryptogenic cirrhosis) 04847

CREL LT, ATHRFET VT — LRI

(nonalcoholic steatohepatitis ; NASH) 754 < &
FRTVEEEZLNTWS,

E g

ATHBWOERIRASE TH ), Iz FE
TANA, Tha—)v, Ely B IET L

a2 — VYRR B M FF R & (nonalcoholic fatty liver

disease ; NAFLD), NASH], #oftio B StaE
BEBICESFREZRNTLLEL S,
B4 DEE DLW IZERIEHRZ &O BNk
SWHLECTH L, I, AV A R &
DEFNZEEER B E DS MRS
HHREREIB N0, bHEO AL B
Nemz <, ERSWERICIZZAITY V7Y
AT LWIBE L. B, EROLSEEE L
LCHEEEAIH 7 0V — 755 0 1999 4E T ST (35
1) B X U 2008 SE D HIR (36 2) 2P E T
5. WETHITR R ERE CIEDH 22°, RO
HEVIRAR, HDVIIIED 20 DR R IE R
REDERETHS. —7, HHITEEFOR
B L BN A E BEICIER S -2 Th
A LaL, BB, SMWFEB X UEEFR
L)% 1 TG IEAE 7 & D IR R 19 ATH 1 B4t
ENLHMEEICH B 720, BHRTAIH & Bl
N hro EFI CIREETACOMET b AT E

Thab. Fio, BRI ATH OB 2 &I
BB L L CIREIITERD S Y, NASH %

NAFLD % 1/3 CANAZ B &SN 5. JHHEE
HIC ATH & OB RIZLBNES TiEd 528, B
B TIHIT L A LPESHU L ICB S S
DTIEBVLETH S,

@1V. anmz

s A 2lEAH

BRI AT ABORECRET 2 ATHA
HbhTnd, % EMEBIER %0 5 Atk
By X LEATHLY, BornBEEs
b Elr OB EDIMILEEN AL LD
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K1 HETHR ERE S AT A MEE (19994)

) PBCY PSCIZ+ 5N 2 HAIN G IERE
-ATENREER ‘
- IREEENR RIS
REEYEES
SROLEEH > BEDOMBEERS

ER ey T +2 FREEPE
ALP D AST(@BWNEALT) HE ik -4
‘<15 +2 =Y +1
15~30 0 THEES
<30 -2 <25¢9/H +2
mESOT) v ERIEIgGUER LRE S D) >60g/H -2
>20 +3 FHERMR
15~20 +2 ‘ A 8= 1A AR +3
10~15 +1 > I\ B AR BT - +1
. <10 0 fHaEO-Ly MMES +1
ANA, SMA & BWMELKM-1 HERETARTRL -5
>1:80 : +3 pREREY -3
1:80 . +2 HODFRE -3
1:40 _ +1 BT RERR +2
<1:40 0 FIHNEYER
AMARS4E —4 HIDBRE T B2iiERE +2
R IA VAR —— HLA DR3 %%\ & DR4 +1
Bl -3 BREICHTARIE B ‘ +2
et +3 B +3
BB SR OFHE ;
BER AHBERS 16L0E AIHEEE2 10~15
BEs AMBEZ 18LLE AHEERZ 12~17

[Alvarez F et al : International Autoimmune Hepatitis Group Report : review of criteria for diagnosis of autoimmune hepatitis.

J Hepatol 31 : 929-938, 1999 X b t4Zx]

EMRELCEERENAIHSS 57, & AH
TEEFNOEEATHICRIEBEYY VE VS
B, VI UVATIF—¥, y-GTPHFEICEET
Y, BMFIGR y 707 ¥ AMEAE 22 E 5
%L, BOIRDEN T 22 E DO RER b
D, LR EEBEEETIIBZNTE 2 WIERH
., BN IFERIC X 2 RERBENEE TS
D, EYEIFEELEMNLERRY - ThD
LB IR JB B 1 @ zonal necrosis (zone 3 necro-
sis, centrozonal necrosis) 2NFH TH 5 %% (2).

T/, BEATHOBH TH AREMBEESL X
CFIRE A D O E O SBIF LI ERTEET

92
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HBHH, FIRIROEIDZ L VER D& 5.
¢ B PBC-AIHA—/N\—3F v JEREE

PBC & ATHOW A OREIF BRI, HoHWV
RIS AERIE, ERPBC-AIHA —
N—5y FTEEEE JIEN, BEZFORREICD
WTHRLELNRTEL(H3). LiLl, SE0H
BATH 7V — 7% 5 0%FKRTIE, PBC-AIHA —
N— Ty TREBEBREOERIT ATHARZEL (FFABE
1t) 255824k L 72 PBC (PBC with feature of ATH)
LEEHOT Y HE3%E D hepatitic PBC, AF£E
PBCE b LN TE/ERRFICHY TS,



F—N—=Fy THEBHEOGWEEL LT,
Chazouilleres 5 ' ) #:¥# (Paris criteria) @ iF A
12, ATHERA O EIFE ATH 2 2 de 5 E F
ENTETWA, F—3—F v TEERICEY L
VFEAF Y I-NVEBRIIMATATOA FIEED
BERDER) & ENTWBY, EEFEEHEE
OFF - JEEREBICETARAEREITL 4 —
N=F vy TERE—ATOA FEED D DH
st IDSIRIB S N T 5 (3R3). T L PBCHIE
EXEOTWEELH-TINE L, ATHENZ
A ER AITHZ WAL —HEE L -AR L
oTWwWAEY bt FEBGOEER (&
DICHE L TIBARBINTWS PBCIEEES
HDFFHNMEA 37 (hepatitic activity ; HA. FE#
EII-F-1 ESEREFEE 2 30) 2 v
T, HAO~1%0K4 >}, HA2%Z1KRA ¥ b,
HA3%2RA Y FELTRETLZHOTHY,
FERAHSHEEDFRICEIN TV B HE
ZIH O emperipolesis b RET HLEI 2, B
HENFMIIAES L o T A,

22 € 19GAREE CREERFR

ATH LW EaNTE - BE O Ik IgG4
EEEOEF DD 1), 1gG4BEE CIREMF %
(IgG4-related autoimmune hepatitis ; TgG4 B &
ATH) & L Twb. bHED S DA XHF
gz k Bk, 1EAIH &M S 7223 % D%
B8 7% 1G4 & 8 (135mg/dL BLE) |, PRI
1gG4 B PRI A 10/HPF L E %2R L, . FFAERR151
EEOBYEATHICELT 5. 205 OmERIE X
FuA FRISEDS BIFC, EHRREZEMETR S %
EBLLEMESNTWE, 2B, BEDOAIHZ
B T3, IgG4BAE ATH 0% < 131 # Ay ATH
ELTCBHERTLEY) EEDLNSE. LoL, »
THOFRED 2704 FIZ X 5 0ENFINER S
BETH), WEETITHERBLIVCEEHICD
WTESBHEET T REFETH 5.

&2 WSk ERE DR ERTAR TR (2008 F)

1) BofuR
TS 2 VT RHIALN 4050 15
TS 2 VST H AR 80 S0k 258
HBDWE LKMIED 404500
HBWNE  SLATUAD S

2)igG1E
EEREZBZS =
EELRDINEEBAS 28
3) Ak

" FADRRBICNA T, O Y2 —7 x4 A,
QRO Y ~, @emperipolesis

Typical with AlH 285
FEE3DORRE (O~@) EITRTEDS
Compatible with AlH 18
U2 ERREE S IBEF R Z RO SH,
C PROBEE TN TESE LS
Atypical histology ‘ ) )=
BERAMERFR D L S GMOEBERET 5
FREZRDHD
D TAIWAT—H R 21
NP R i]

3= D AHEER
7EbLE C AIHEERS

[Hennes EM et al : Simplified criteria for the diagnosis of
autoimmune hepatitis. Hepatology 48 : 169-176, 2008 & b &42=]

#£3 PBC-AHA—/N\—3v FERE—X 701 R
5D nkaH

PBC-AIH A —/\—5 v TEREBEELEZSNDEHAD S
5, UTO2EEBZEBHISIEMCH LTIE, 7
VTIAFRIA-IVBICMA TRIBRERTO4 FO#
B4R T 5. :

1) BHEOBMERE (Tt 22 FERR) Ic K Y PBC LE2HT
ENBEEA.

2) ESMERE C R EZE (2008) ([T & W
probable/definite AlH & B2MiE N BER. 2L,
528 (Liver histology) ICB8 L Tk, FBSICK B PBC
SRR 8 (2009) DFFA X O7 (HA) EAL, FFRX
277 0-1 (HAO-1) % O point, FF& X337 2 (HA2) %

1point, FFEA D7 3(HA3) % 2point & L TEHET 5.

[EAEXEHE RN - IBEREICHET 5 AERTIEIIE (2011
)]
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S8 Vo

2 SEREDBEDEETS , _

a | NEFRLER (O ICEROEIEA S Y, FFREIcEHEREFAHSND. PR (P) (CEBEDAEMISEE
H%.

b 1 NEROERDEFEERICHE, V) EEE S ERE AT SHERD 5.

300, 1996

5) Alvarez F et al * International Autoimmune Hepatitis
Group Report : review of criteria for diagnosis of au-
toimmune hepatitis: J Hepatol 31 : 929-938, 1999

6) Hennes EM et al : Simplified criteria for the diagnosis
of autoimmune hepatitis. Hepatology 48 : 169-176.
2008

7) Onji M : Proposal of autoimmune hepatitis presenting
with acute hepatitis, severe hepatitis and acute liver
failure. Hepatol Res 41 : 497, 2011

8) Misdraji J et al * Autoimmune hepatitis with centri-
lobular necrosis. Am ] Surg Pathol 28 : 471-478, 2004

9)Zen Y et al : Hepatic centrilobular zonal necrosis
with positive antinuclear antibody : a unique subtype

3 Libkb B PBC-AIH A~/ \—~5 v TEEEEEDFER or early disease of autoimmune hepatitis? Hum Pathol
R AEMMIEE L (> 2~ T ARS8 1669167, 2007 ,

sk U= PRSP (RS2 ARES (CNSDC, 4EED) 5250 . 10) Boberg KM et al : Overlap syndromes : the Interna-
TR C L BERIBAE AR S S 1 2 ' tional Autoimmune Hepatitis Group (IAIHG) position

statement on a controversial issue. J Hepatol 54 :
374-385, 2011
11) Chazouilleres O et al : Primary biliary cirrhosis-atto-

X Bk immune hepatitis overlap syndrome : clinical features
1) Abe M et al : Present status of autoimmune hepatitis and response to therapy. Hepatology 28 : 296-301,
in Japan @ a nationwide survey. J Gastroenterol 46 : 1338 . . . . :

1136-1141, 2011 12) Tanaka A et al : Primary biliary cirrhosis-Autoim-
2) B —i35  BERERTASE  HEoBke s mune hepatitis overlap syndrome  a rationale for cor-
5. HIHES 108 1 1823-1836, 2011 ticosteroids use based on a nation-wide retrospectiveé

3) Dienes HP : Viral and autoimmune hepatitis. Mor- study in Japan. Hepatol Res 41 : 877-886, 2011

phologic and pathogenetic aspects of cell damage in 13)Ee 5 RRUERITERBEL OF —1~=7 v 7.

hepatitis with potential chronicity. Veroff Pathol 132 : HHES 108 - 1845-1851, 2011 . . .
1-107. 1989 14) Umemura T et al : IgG4 associated autoimmune hep-

O SHEAKL | HORE A s BT 37 : 298- atitis : a differential diagnosis for classical autoimmuné
’ hepatitis. Gut 56 : 1471-1472, 2007
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lgG4 ESEREM L AR 2%
(IlgGA BB EMABEL ST)

b

LIRS L, Josk, BREMEUREMEELE
JE% %% (primary sclerosing cholangitis ; PSC)] &
BEEME(ZWME) 2, RAIEhTwi Lal, &
4 1gG4 BB LI E R OREBBMEOMLE X
UEBOFBMAEA, PSC &I SAELMEIRE & &
LTHY bbb L) kot

€1 zzom=

P
ce

IgGA BB IEIRE X1, BORBEREKRT
RELTHEHFHICLHERBOIEEREL L

TeHbzAHIENTEL., LaL, BMTHEET

BEEFIZIEINT, £ I3 1gC4BEDECHE
BERAZEDEL, HRICEERIEE ICRE & 309 5 fER]
W&, BEMBHIZEFRET A WThOREFICRE
K L7z 1gGABERBTY, M IgGAEDEME (B
% 135mg/dL UL L), EHEHR TOBED IgGL %
MREMEEE, AFoAf FERIENE Vw72
CHBOBMAERL, T AR
REHEZMTRDAONS. 2P, RENHEESE
MEOBEEFADIRESINTNS.

X
20

IgG4 BHEMALMIEE KDL 13 HORBEEE
KEEHL, WRIZOWTHERE T L H#
BWENTVBED, WELZEMITHTH L. IR

RS2 HOMAEDME, REIREORIMEL

D, WRELTRALIPONREERERTZTIED
TEIZXTT 5 7 LIV — RS H CRERE
FEENTVE, BEITHESNTVRLHED
Pk (BCHE) & LT, ik Vo< FHE
F DI, Helicobacter pylori ? plasminogen-—
binding protein (PBP) & ZZ# Kt % 7~ T B E
*#fl B @ ubiquitin-protein ligase E3 component
N-recognin 2 (UBR2) ¥, heat shock protein 10,

amylase alpha-2A, pancreatic secretory trypsin
inhibitor, carbonic anhydrase I8 S LTV 5.

o €© BRERHE

1G4 B ERE LB R 250 [gC4 B BER 0.
EBOMBHRET — & OB E LT, MHIgGL
= (135mg/dL LA b)), #FEEEkIEZ, IgE, IoGE
i, BCHREEYE HBEETH D 5. IgG4i3mE
ANDFETTTY) v IgCD# 4% & B b HERPE
WAET, [gMBERETIEIBEELZR T, &
BURAR, WERFEE 7MY —EE
e, FAHRBKETHHEIML, IeG4BEEREEIC
R AR T2, F72, M IgG4fEAME
ED IgG4BHERBOEM D ME I N TN DS,

ne
o8

IeGABS R B O RA T AR E LT, TRk, -
RURER, AR EWERR, B ORI, B, B, M
B, OBE OB, RIIBR RIER BME KEIR
U UREARE S NTEY, BEBLICBT S
eG4 M B BB E S B TH Y,
2202 F o TIHREBEILIC X LD B o,
TeG4 B MBI IR 46 13 4 2 e ToGA B B B 0D
P BB RZE T, FF - FROMIRE EEEC O
F AMED B VIERRIEOTE L P2 RO 5. B
FEERT C I LT DREILIE & ZHH 72 SR B 0,
FHAEET D L EOBREEIC L ) EER
DEREREET2 L0 s, $7-, GRS

£a
BE

JOR

CNETAIENEET L LIEEREZD, whY
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LRIEEBER B SN CEREERRT. B
CREEEsS, BEERREELOMEAGHLEICL
D, R10X) 5EIEETS?.

oG4 BT E MM 05L& & 2 (oG4 ML
Fs) B L UMb oTET & -TH8F L LT,
P4 MPIAVREPEELEZONLTVWAE, T%
bbb Th2B T A EET 5 IL-4 X BMEO 7
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sclerosing pancreatitis
sclerosing pancreatitis

sclerosing pancreatitis

and cholangitis with mass-
forming sclerosing
pancreatitis (pseudotumor)

sclerosing cholangitis

with mass-forming sclerosing
pancreatitis (pseudotumor)

sclerosing pancreatitis
and cholangitis

sclerosing cholangitis
with hepatic pseudotumor

1 IgGARSERE{LEE R, XEEGBES BCRBRERROREOEIEDE
[Zen Y et al  IgG4-related sclerosing cholangitis with and without hepatic inflammatory pseudotumor,
and sclerosing pancreatitis-associated sclerosing cholangitis : do they belong to a spectrum of sclerosing

pancreatitis? Am J Surg Pathol 28 : 1193-1203, 2004 & b ]

FGAAA v FEHHFEL, IgEH 5\ 1G4 Bk
DEATART. Tl HEMEYA PO THD

IL-10 1 IgGAEE ORI DML S X U -

REMEFICERTH L. IgG4 BERLIEEE LT
ZIL-4, IL-100&F N5 Th2B YA bh A VB
¥ B X UIL-10 4 B4 T HEA (Treg Mifa) A
PSCR REMET EFBEE IS TRELTE
D, ZALPOEREIZLAYA A4 VEEOR
ALHSTgG4 B EBALIEIBE R BT B 1gG4 BUS D
FEICEES L TWE EHH SN TNEY,

(-3
X

FFA O FREERRE ~ FFFIRRREUEE B X OHFAHEE
BRIIEAFOEZEEZAL, 5ICHFMERASIRE
E~HIEE B ERBEMNERS 3T 5.
IgG4 B ER LB E R TIIEEESBEOUE
AESRIE L IREROIEEZ RS L, RICERE
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RS BB OBMELIC X BARET, WERIME
LABRMICOHERLELIFTRTH S (K2). Wi
oy —» e LT, BOREEELETILIRS
AR HEAL (swirling fibrosis) 76 Tr L A #EARAE(L
(storiform fibrosis) Y8 CTd 595, IgGABIERE
ALHERRE 25 C b ML AT B R IE B ClLL FAR 22 4R
HALE RO B, SE) VBRI E M R L
T A EEIEMREE, 55 Y, FhEkEEE R
(. FBEREER) v EROBR L BRSNS
(3). T/, REOFEEITHEER & 0 (ZEEEE
BAEBICH Y, —BNICHEOD S AMEITE
73, BREHE LRI ES T I REEN
TWBHZ RSV, e LARENERICEERED
B SEMIEE R COBENETD. BE
&8 IR % (obliterative phlebitis) & &N 2 £JE
MIRRRE AT X D, BHRDSEHET AL
BTHH(E3). REMBENGEIIT, g64



)
Al : 2
3 IgGAREML AR E A D075 1Bk
a . FERREEBBOAE S IgHE L.
b FZEMRSEOBII DIBEMET, FEBIREEDD.
C . BIERMEEARA (RED). SEMERERE.
d: ZHOIgGA BT EMIEE RS 5. 1964 RERE.
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K2 BoREiEAEEH
LTz 1gG4 BIERE{L AR
EXDRIREG

a: BEHRBREONENR CE

BEEAEERS S (4H).
b EEELRES R HLE
VS (K8 #n7 . =

IE

SR

N
g
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R4 19GABREDRFAMRIEE
a . FFPIRRICERBOEEZERD 2 (KH).

b 1 1E& L ARG (storiform fibrosis) & ASEMBTEREN 5 1z BH#EE.

c: ZHDIGCABEREMIRZRD 5. 1964 RERE.

B % SRS, BEEREIRSCHER
Bz b IgG4 BB MR EA AL NS ([3). 20
L9 BFRE, BRRIICTER S o s (OFF
SRR FFRARRFEE) 721 T4 <, HEIZHE
BORENRRONLZ EVH B, ,
- TeGA B EMALIEIEE 410 60T 2 SR MEBIE
BT EICHFFSRICRE L, BELZ EOFEERY
THRIET 5 Z &%, FFFERIEEE & oERs
ML 2%, 1gG4BEDKEMNBES B
FRE R OES B R FEEIROISEFT RO & 1B
S, IgGAREALEIRE J & FAR, 1) v /SEk
T EMAREE % 4 ) BHEEHZ (lymphoplasma-
cytic type DIEWBIES) TH D, 1gG4BHER
BHfRELZEADON, AF0( FIBERICE
W3 n? ().
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1. 2 o

B, IgCABEREROUENZTHARES X
VlEZ T L OB MBENRESIN TS, [gG4H
BEEBOUENZSHARLE L CiZ, OmEIG
i 135mg/dL DA B, @ 1gG4 By 14 B A5 3k K AR
BT 10/l £ T, IgG MR 40 % Ll L,
BHITLNTWAY iz, BE 1g64H
BRECEEEROSHEENEEENY, BE
MAgER GREEE) Tk, OlG4BBuRE M
B (10/ 583 KBl E, 220 1gG4/1gG B R 1
40%E), @FHLY L SEREEMBOEHEL
ML R D, FHERBEEZXR, OHENRF
k4 (obliterative phlebitis) & % V13 B &SRR -
1t (swirling fibrosis), @Ft{r L A &iEHEAL (stori-
form fibrosis), PHEEIILMBHTR L LTHITH



nas.
EFLEME S AR IEEE E RILT B 201
AT SN2, oG4 B AR AL M B 2 1 it
LS bl b VR o VTN ES AR 4
72 PSC, FRETE T M 1G4 B E G RER
TIgCA B A B DER D H Y 0, EEL
45, SATT 5 oG4 BB A IREE R
FERESEFALREINTVS, &b, MHF
ToG4 B AHEAE o 1gGA BB B B 7 2 AR
2270 TgGA BB HEMIS B EASZ L\ [gGA B RS
DEBZE ELHEINTEY, 0L REFAD
AoV TIESROBETH S,

Xk

1) Frulloni L et al : Identification of a novel antibody as-

sociated with autoimmune pancreatitis. N Engl J Med
361 : 2135-2142, 2009
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2)Zen Y et al : IgG4-related sclerosing cholangitis with

and without hepatic inflammatory pseudotumor, and
sclerosing pancreatitis-associated sclerosing cholan-
gitis . do they belong to a spectrum of sclerosing pan-
creatitis? Am J Surg Pathol 28 : 1193-1203, 2004

3)Zen Y et al : Th2 and regulatory immune reactions
are increased in immunoglobin G4-related sclerosing
pancreatitis and cholangitis. Hepatology 45 : 1538-
1546, 2007 .

4) Umehara H et al : Comprehensive diagnostic criteria
for IgG4-related disease (IgG4~RD), 2011. Mod Rheu-
matol 22 : 21-30, 2012

5) Ohara H et al : Clinical diagnostic criteria of IgG4-
related sclerosing cholangitis 2012. J Hepatobiliary
Pancreat Sci 19 : 536-542, 2012 )

6) Harada K et al : Significance of immunoglobulin G4
(1gG4) -positive cells in extrahepatic cholangiocarcino-
ma : molecular mechanism of IgG4 reaction in cancer
tissue. Hepatology 56 @ 157-164, 2012

7) Mizutani S et al @ A case of IgG4-related sclerosing
cholangitis with a normal serum IgG4 level : report of
a case. ] Nippon Med Sch 79 : 367-372, 2012
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1 mzoms

SABOR
FACHIRE S0, RAHECITE %, 1G4

B LIRS DML L - B A 2 B T A A
Whnz, MEE T 2IRREBICERYT 2 2k
ZetE) AL MEAR A 40 R IR 7R B O 4 BR 72 TEA LR
BEPHEENDTY. INLOERRRER,
FREEBLEIRE X, 1G4 B ERELIEREE & [F
Bz, RIER VO DIBE EF OMMEEE L & B
Eops, BELLZLOTHY, HEIZL- TR
R OEEATERIE L LD AL, BT o
X D ERICIET T EE R 2T

e B BWE/MRE

ALP# yGTP % OB 5 - i I2 B+ 5 JF%
BRELRT, MBI TR R
THBHAO R, TR & BEIOmEA % KAk
TRBREN T —H —id . L2dioT, LIZ
LIS 5 3 TRESNBERAIS .

32 C CRUBLMEEEAORESSURE

ZWHEE LIRS RO /- A EELTIE, BE
WEEETHL, BELEMEICEESNDY
ANIAY, FEIA VL ABEEEE MR
12, MR OZE L A, JREEE O MTERD

B L UHHE LRI OFE D Jib b B i
KRRTODEEZ LNLA, FlEDTHFE

FREABICILIVSIFESETH A,

1. BISEMERIC & BEMLMBEEL

COREMR, KEERY -7 BB BEE
BiRE BHESITURZ SRR CESRES
K7L, JEEEAESESLT L, B o
PR L VLIRS BT B EN
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®1

"R MIEER S L URERARAEGE LR

BX
 sEFR ER
T (TR
BE REERER {ERRIERRE A
Mg
BESERF Al
EERER"
R AIDS ‘ R %
YA M AAOTAIVR
HER
= BEEREER EENEE -
R LBERICL B | BEE
EEE ‘
A FFEnARMZ=ISAT BfRIURRES
FrgfER O ERmE | (FF B AR A&
PiE# ~RERARE
LEENER HmEE)
BEAHRES
N HERMEEERER B | BRICLVE
BEREER L) %3
RRRE follicular cholangitis RS
(SessterE 7)  mast cell cholangiopathy
eosinophilic cholangitis

* L EREEIERER® 9G4 BEF (LB R IER
B LURHRISRN

[Ruemmele P et al * Secondary sclerosing cholangitis. Nat Rev

Gastroenterol Hepatol 6 : 287-295, 2009 & Y 2 %]

DB R 25 (LATHREE ) 04 PR ER T
L h. MK, KEJEECIIEEB L UL
EEREY W ODEEHEIIU AT EL, B
F9 A8 EFICIIEA OREOBZES biliary
intraepithelial neoplasia (BilIN) 2 7z & % ¥
5 (B 1a). F 7z, o follicular cholangitis -
M L7228 E ) ER L S
5(E1b). BAEIFHRILLA-EETIE, FERET
i, WhWBFNHERREORERERT. 75
bh, NERLEORRM S - % (Jh5E L 72 BRI
EIZIEHRR), 7 v N—MIC L B BT EAED A
b, BB oWOHEEICLY, MREBED



1

JR#fa o € b (cholestatic rosettes : K5 L 7z
B AR R B O M A S ER B AR LT E D BR TR,

biliary interface activity & Fr & 715 cholate stasis
(FEHBEORE RIFB I L AIFMIEEIC X TP
MRS S EARIR AL S A 48), MBS RS, #fE
MREESA SN, MIREE X OIEERE O
fbr &7-L, ZWREBHEFEENLERT S,

D2, B, sMHEERIOBELERER

AIDS BgeEE T4 55 BERRZE (AIDS cho-
langiopathy) ¥ & LT, ¥4 b AH T A VAR
FEHR(ZUYTIMARYI T L, <AL 7TARY
D L) O BAI R X B SRR LR E K
PHILGNTWE, JBEREL XL-THFODLED
& LT, Cryptosporidium parvum 75 E HEE M
iz Fas/Fas ligand &N L TCT R N—T X% F
B ABENRESHTWSY. F7- FFERIC
e B LY ) — VARG IR IO T 5 8
VLB OREER & LT, Wi LS yssE
BWICRE LEEEB L O LR & 9 ERDS
HY, BEEEELKE LT Tna,

© 3. RIMAFEEDECERER
FEAAS I BRI & FIARIM & D EXE % %1 T

TR MERRE R (& 6 ICIRRYIRRICRRERRAEE E 1 LTIER)
a : FFARBEE (S6) (T3e7% & fc LATER D tIRRIETT. AFFIRROATIBEEIC, BERBOFEEMELISEICKS
BLHREERZRDD. BELRIEFBEL, USAZETS.
b ! MRAEARRETIRRETT. BEEWNE LEOE T, 28O 2 UERE N DB EREEADBRERT.

W5 2s, FFRABE ZIFEIIR 2 & O R B B A I
BRI, BEEITRBEREROSE TS S
parabiliary arteries & W SREEN TV 5, JFFEHE
B0 FFEEFM I EE o 4 FFEIRER
MV ERT, INHEBMNEDEEC X 0 EIMHE
DIEEREL 707, BMERE S TITmET
(JEJR) & AN/ BB LB DE S A b, B
EREOFEZ T ORI & 8858, 5% pE
5.

Gil EERBEOSS B
© EEADREDS L URE

RBRLEI S A LPORBEFNRFEIEES N
TWBERRBEOBILEEE KL LT, FEEEE
LB %, TgG4 BIERRLEIRE RDIZ NI,
mast cell cholangiopathy, eosinophilic cholangitis,
follicular’ cholangitis 7% & & ¥R & 1L S8 7 L
G r ETRBRREEREIRESN TN S,
mast cell cholangiopathy (%, Z 72 AEHEME D
BEEEY T, RmMEY? S0 TGF-4, basic
FGF, v2x% 3, M7 —Eh DML
FERTOEEICLY, BHESFHROEASPBE
BREDESRIREL, BT s 572309,
eosinophilic cholangitis iZfRE % &0 /- HERIC
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B2 follicular cholangitis E
a | BB (KM ARICEHD ) > BRI AR 5.

Sl

b: PAE LR (KENIFRINTHY, BULEEMZETRY.

FERERZEZ R TESTH Y, FKAEMOFEERERE
ZREHIEFDH Y, FEIHHEICL ST
59 PRERLRBMEICITEHIEEE R0, IS
DILER L Ueze % X727, R & Rk &
PEAL L 7 5P BRER b TGF- B 72 & DML FER F
REAL, BLMREORRICEE T EEZD
nTw 5. follicular cholangitis i, FFFILRAEA %
FLETARET, BEORBIBEREICELD,
IRERBIC BT 5 FRARIFR LD ) v Y-
Tk & B L TH 5 7 (2). B
HIZENEZT HESD DB, IgG4 BERE(L R
EREED, T OBIERELDOWTIOR
BCBWTHBELFTIT T2 BEOHE LFIX
HERRI- N TV B0 TH Y, FEREEL
HEELIIRECELIRTH A,
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