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P B RECRHA K MR EF BCDSHTH Bt it —F 2 M aCE » FEME T ST
AL o #3t BB IR K MR AR A A R R ST e E e e & R AE A A
RN § e & B AEFIADCC (Antibody dependent cell-mediated cytotoxicity) * % %
BEUAADCCHER B L - F 2 F B » H— AR AW AAEEFKGBERAB T - Ui
AT ~ PRI 0 RN E G AR E R F R o SRR A ST W R R
PTG - Z_RARERENX » FHRARS - AF-FHERAEARIRS
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ARAAVGEEMZT » BABERARIEN » EEFZITBAHEG HLIRME o Fm AT R
W~ FRETREAK - R E BRI S - ASHE AR TRAZ T » MARRARGH RARR T
o mBETFERAG R LBRRER RZMBRA TERAIR AR -

FA325E - BEEEEMEATX ( Autoimmune hepatitis; AIH )
[FRESVERESTEBIEATIE(L ( Primary biliary cirrhosis; PBC )
[FRESIEFE( LM ABE S ( Primary sclerosing cholangitis; PSC )
PIRIHREEYIEE ( Anti-mitochondrial antibodies; AMA )
PIEBHLIEE ( Anti-smooth muscle antibodies; ASMA )
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{HE 19925 1K » BUFE B #2 2 ME T 2 A AR
HEERIR L TEHREOIEVERT 2 1 ¥R & E
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% o m] DA% AT % 28 SHE - € R A IE IR
[~ (AR NG A E > 3l ] FE AR AT IS Al i 1 T
T -

H A% S0 1 T ¢ B LAl 1 A S 8 T A o
R B IR M M v B AR VE T L (Primary
biliary cirrhosis; PBC)8d [ % b 1 Mz i 48
(Primary sclerosing cholangitis; PSC).Z [El[& 53 »
FEA b RARIREG R 22 13~ s e e
ME © ZR1M » EAEREF(Overlap syndrome)H)
Bt A I Re# A - JREMEE S [ A
SLE SR LR B ANE o R ER 18 1
903 75 T 2 PP g A 1 AR R A 8 2 i B B E
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At o 1S VE BRIV EIT 2 PR TS 1 58 2 F A
SEH AL o DI lgHAs ) el s oy 55— 1 (—)
TS FERE 1 T 2 (Chronic persistent hepatitis; CPH)
()18 VETE B %2 (Chronic active hepatitis;
CAH) © 1@ VEFHETER 22 00FHEL > 48 HFH
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& o 18 kAR TR I 2% 0 A R R A L B 2R T
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Rif - Big g rEsh i Ra0FH - 245
AR PR 5 > B8 R EE
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necrosis) * FEEHFEER » HEFIIRIELTE (H 2 il
IR (B3 28 9T ) (Bridge necrosis) * {2 EET i
b° o BfESR B S R IS MR T 2SR PR AR AR 2 1)
HAEE - (DG EERAn B - 1E18MEm a1k
46 ~ BEVIAERRMERT 92 LB HoA T 2 st rp thm]
B Z AR PR E(FE —) - BB RIS MERT
AR AR B IRIEM & (Lupoid hepatitis) =%
HHAEH % (Plasma cell hepatitis) * KIF5 G IRF AT %%
LRSI o 1PETEEN T & (B BCH
JeEEOME RIS % > 7EH AT TR T2
i B AR T 467 » HAR R AR — -
R PR AE L (PBC) R M E D I’
W PERR » IR (B Z e E 2 9)
ia 1 EE 1 e e AR R A B C RN
EEATRE > ETHAIEE RS - (RREFIIRE
25 o IEEFE AR - A B EMIEI > JHErI A
e IREWRIE » RSB L - H R
b o BREEPENE AR LU HE DRI H A
ANEEE > TERKI95% 19 B MR FP AR Pk R
#SP1HE(Anti-mitochondrial antibody; AMA) » [kt A]
R R e Gyt Bt BRELIS A S AR o fERE
Ttk nT P R AMA Y (e AU RE ; Hr
M2 ZEPBCHx 8 EHARRE o H HARNUR C AR
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I R T 4 BEKCRURE T %
CAHAS e[ AT 28 5% A bR 50-80% 20-50%
TR 2>H6:1) B>72(9:1)
BER D 10-305% TIPSR
40-607%
A OFFERE B 58 S e LR
PUFENLBTRE b8 70% LR
EE 1RsE
PP (ANA) R 1E2880% Rex:
HIDNA{#E Tl ZaEs Rett:
PR S TR Fi2R25% Rett:
P s E e bt 4% Rett:
(CRA 5i )
Mk EERE IgGHARET IgG1EH B
HLA type* HLA-Bs REA
HLA-DR;
SR P S F A
IR A e 1% &

*HLA(Human leukocyte antigen) A8 IMBKHTR ©

A AT SR P I 19 B 2 U E2 ) #H Y 73 (B2 com-
ponent of pyruvate dehydrogenase; PDG-E2)’ © —fi%
REER B MR - 1 HEDEEH AR
FHBR o 5B AY R H A2 o et 2 P IR e b S B Y
2 i B RUBE T R o SRIE A MEE B & i
CD4+Titk L HHRE LI B » HCD8+THEMT & 3
— DRI A A & - RS BT - BE
IS TEEH B R E ri S T - S %
AR EAPBCHZ BN AR G HIRY - PBC.ZIEE 218
EEIR IR THERRIA o FHERS (EH HINEE » PBC
BEIEE g R AM 7 (Adhesion
molecules)¥@ I ~ FEMHMHEEEEEHE 7+
(Major histocompatibility complex; MHC)ZETIH 5
(Class II antigens) ~ /I HE -2 #8 (Interleukin-2
receptor) 1P i 8 il 25 R L - DRI L Rl
TIEALTHIMY(CD4+ THICDS+ T ) ZIBEREH
& o PBCHMEMERAEY LG £SXN (Graft-versus-
host-disease; GVHD ) HEEAHELZ i » % CAIE
FH 2 HlR = METHIRE (Cytotoxic T cells)AlT /&1
FEIHE o BICAHANRIN)E » PBCELEA[Ri kY
T EERHRR A I B o S8 S A R BRE S
PBCIRAE < FF R A AN B AT LR R B HI AT
AL o FEBEREARHIITDIRE SN < B - 12l
FEPBCESL L HIIFEI 5510 4 - 1 HiEE SRR

RSB B A IR 2 FE B IFHIRCRT. (RI5-74F) < BR T
TR » HAGH R IS TEIINE 20
R ICHE LT -

I TERE LIRS R (PSC) 2 — TR PNV
EaTEIT s - HAHBER R R B HIPAZE 5
RIABHENL o ErREE EENEHTEATREL ~ APl
T ~ EENE o B EVENEE 5 nT 5 5 B 5
TAMEE RS BNEE Filn 2 1% o ISR AR 5%
PEREALVENEE RAEHRRR N HEE LSRR »
FAEE AR - DIBEES - 70%) &
G E A RRIEGERR - Rl IR RS &
(Ulcerative colitis) ° KAIS% e LIHIZ RSN 21
AEGFHAEPSC » [ HEFE R RIL LR - H
AT T Bl SGR /7% » (HA B RS KR
= KB (Ursodeoxycholic acid; UDCA) A ZEAZ R
D EFIRIEHERE o TP S —rY s - H
ATPSCEL /& Hel8 25 — At T AT IR i i FEAE

JIR 5 A R R P P ol A b B [ P A b
W& % - BIRER E BE IZIERT 2@ ik Y -
H— ik & LS B PAZE ~ 58 R slB 5 RV R
(B R RAEH)" o NIRRT LIRS
R S SR TR I 28 6 L AR i B B 3R Rl AT RE
—ERAY o AT 32 B I BT A B B E b R
(Cholangiography) o S [ 734 K 14 i)l 7 7% ECUE
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(Fulminant Wilson's disease) ¥ [ B[\ H #8 fe /%
IF 9 JRAR IR SRy - 1 ELAH R8s 3 22 E i 48 35 B
[ PR B BRIRREAR > B B E W] GE AN AH AT HE
(B 1SV B RE N RS o A
AR E RN R E R TR fR A

p=SES|PSEE IS o e

el H A I VT AT U R B RR » {H
A MY - (—) e KB - — M
38 R ) 28 AR B\ SE RIEINERR » B
S RIwEE S o — BB F54
FL B )\ B S R I B AR st OB 5 B T
ff o (C A K7 5158 FH TR (Liver antigen)
Pt 375 S5 Y B CRUZE S S 1T 0 R P M) 288 ¢
VRS GE IR KL - 35 BT I AR { L B I A L AR
i o BRI 5 R B — R B %
HKFE - KEC IR SEERE IR A 55 /S5 g (o hia
R EERB A MR SRS 0+ MHC™ © Al
TE A B8 S MR o — A% Er R E A
H 1 ER$HTE (Human leukocyte antigen; HLA)Z5THY
5y FHIB8 K AR5y FHDR3BIDRS2a -2 FEIA]
BELTEIBEEGHR - BIMEOEARE S
b A BIHLA-DRAZE A RRAVRE GBS -
{EREIN A B b > HIJZBIHLA-DR4ZE 4 - B
BB REFERHRA - 7561 A 505 G B Y o0 F Bl
N BIRE B My E RS RETE € L5 0R (EHLA -
DR [f 5k o BiLF E BL A B S RIS T - i HLiERR
HLA-DR HAft1 73 ( 8 molecules).Z 54 1 (Light
chains) I FF € B EIE 741 » LIEFE A EH —1%
HIREEC" o WA SRR - 11 ] LURE filifE ~ %2
EEKEE » IR THIMSZHE(T cell receptors; TCR)
WYL AEG b BRI N SR G R e £ 2 e 1 25
B #E R A AR R o IR A B B
Fy e o SRR CALKIE - 11 H 88 0T 2
BEN—FH S - i BB RS 5
AR SEHEINAY o SRT - B FRIRAIFE I A 3
YRR Hi 3R B RS TS E E BRI BUR LA 28 4
ZATRENE o (DRI o 11 HASRIE TR 25
Kb - REEEA RS - ES L EYE - )
JEARH o H i MENT  n] Re X 3E KMz
I8 2 R L A B - A B IR

i 2 B FICH) ~ Epstein-Barrfi & LUK i
J# & (Cytomegalovirus) A] BEAN /& 7 2% LR R N 7T
W e SR AT RETEI 2 » RS AR A ERT
RIEM TR GHEE > e 5 $EER B
TR B - ) BERTEYHE - fEA KR
B FEEETRET B #E S IE T 22 B9 B A
o B I HE R S R D o AR 4 g e et
[IRIEPSS =98¢ il obe R e Ed: 0) R C ENi- ot |
RS HURS BL0E R » RER D (hREA™ « 1E
PR B 2 i & R BRI P T (Anti-nuclear) ~
LA BL(Anti-smooth-muscle) » LA PTALE) &
Fl(Anti-actin) Z$#8 » ¥ a8 E A HH 1%
FEIR BRI FR R PR AN K - AT RE(E U B 1F %
PRIRHIBEGT o PR » JHE G HH R e s (S B B
HEPUAS (FAEIT - B RS R TENT KAy AT REME B K
HARI RIS TERT 22 5 » (B RETUR - B
G TE T 2 B 5 — Rl VR » AE 38 RIS
Hh o A Y S O R ET A B RS PR
(Autoantigen) » H FR B A I A B —PERY S S
H [ 255 F 8 (Asialoglycoprotein receptor) *
LT RERK RS 70 - MR PR AH BT 0> o B3R
FFRT DRI 2R - S HUE &R B 2 B A DURE R 4F)
AT BB RS AT AR S BB o T
FCAth T B 99 Hh HE BRE SE BT RYIRE (% - th AT RE
R —LE B R U SOER R EAE T o
35 BE R R A o B R0 DT g R At P i 2 9
22 o

H 88 0 TE T R Bk s 2= 5 R - %
B2 GRS B 8 D RE BRI 52 o RHRH o — AR
Ry M7 2 22 BT A AR5 U T B > R4S
(—) Ttk R /T B AR R AR LU () iie
S E A ADCC (Antibody dependent
cell-mediated cytotoxicity; ADCC) » %% #EE 3T
FsLAADCCHIUIE R £ o HAHMIRIE R « (D
PEis © 2B AR A SR BRI - T
M fE R - /N EERE R R AL - BEARRIAT M < A
HRERY) EAINEE IS - B & B 2/ g%
/NERIEIE o ()18 © 2B AT IR E
FRIESE > PR/ N AR {E (Microacinar
transformation) Fl1/& 12 MR I - B2 £ 1%
MM » LACD8+THEMIR £ » FHE % itk A



AR AT R RIER 213

w35 CD2(THEN) FTIL-2 52 #8 T I (L ARRE © f
AT BE S AT F R A R A A HR 2 RN B B
GETERT 2RI AT AT R > o

H aiBR > o0 A= ~ MIIEEGR ~ DLk
GOPEREN T SE - EASSE] T LEE
{ELR il R A L 3 A2 P 2 2 E 3R
BURIRIA o SR AR S B R oS fe i
A re E R EE R XERRIA - 155 i %%
PEAT 28 rhir S e BRI RE T » TR AT PRI
AL RE R R B > Al AT DR [ P ) 7 5 1 45 2
A

BRI TR EEEE2 R

B 7 RS R R R SRR IR R 1L 0
H ez [ 55 P (Heterogeneity) it 5 3R B8
2o HHE IS I I 2% 0 B R E TR W 25 A 1]
12 o PEMERGIRAEARGAAG > B3 2] V75 I 34 (1 52
W —EREE - S RERINEMEN
RIPTREMEERA o fEH b » F Uz g HBLA
A R B RS ~ JERFEEAR - 18 SEEARTRER MY
AP RE & T e B B B AEAR - E RS T
wH o AR - B RIEEN R ELBE EAE
BT ~ BEIM IR AC & DUR i 2 i
MBS TSR - EAE i 23 IR
HIR A Z AR LIREAR - EERE - WHE
Relm 7y (S A8 S PRI 22 RS U T 4 Py
EHERKZ SR > nfREMEER ARG
SHE bR TA ~ BUURCHRIF & 29t » HALWE
Fra | ER 2 ERF 4 » {2 Epstein-Barrffi & ~ &
MR ~ R ~ R s R A B
R o AEHETT A RE TR R B AR &
Kz EERZZENIRE - NV AE RN o /£ —
EABDCT » Ll EERE (21 34 Bl fig ' W e g v 850 |
TRARES » IV 2 L RSN Bl THERE > sl
RER BB g K o (H2 AR - BRI
RANAT AR B IE 2R 2R SR o 1E I LL
Bilrh > 91 BH ZE B R84 thorh 78 H ol s A A AR
LIBERR o AEMESH s il A » il IR 2% SR B A5
Y1k LA E B0 Rz v e & i A B -
—{[E 5 A R 2 R E AR B HATE T 7S A
HI B > nTReg s34 B B 58 22 s bk - (B

RGN BB LSS TE > I
R AER R E A TRe CAR8H T8 ALY
IFREE ISR » KT » KREC B TEWIAH
YR IR L E A A T AL -

HalEAgEREmAEH —HEREER
PR RIFHEIR S > SRS M BR & E 0 &3
= bIt RHEMEIREH (7 -globulin)  4l[F
A S EI0E L8t » E S IEER TR B
IAEIER e R R ERTREth W R BIENBESRE
FRR MR AR (RIEREYIRE) L Z2Re
st e > e BRI & EE
BRI o 1999 BIBS B #8002 14 AT &4l
fakHE H E B e A R EH RS - (DR
PRAEASGT) B A5 R 2 1k o Y s BH TR B L
fRESE (2)m TR EK & [ IfIYE (Hypergammaglob
ulinemia)(3)f 1) 22 P (1580 %993 51) (4) oz H il
WG (5 NFEE IMERPTUAHLA-BS » DR3
B DR4 (6)F HAEREMFE (1) EHETHE
(autoantibodies) ¥ I o KI5 19994 H i S f% 1
- 2% (9 it DR B T M L8 U1 7 9 B3R 0 R HE A1 5
=R o Hh 155 L EE B E 2 H
RIE 155 E BEEGZE -

FEH I BAEER (35 —4Y) (Classic or type I)
H 8 R R R R QRSP > B
B~ GUREIL - LUsHUNLED 2 H )BTRS (FEIY)®
HREE oy 25 B HUR IR A U B U 8P
R NLR P R EEAE —#E » (H2 ' FUR IR A Y
PUis EIBAAEIE - KES/ BB R R 34 A IR 3 P
AN - (&A1) B - rh 3 E
FEMRBENIIE D o @170 B e e R 26 8t
FHAGTRE MG E AN B A R R M > (HAER
WK E B =EmETh > SRS EE
PRSI THIES + 2R - B TP lLbiEE
FIITE IR 51 2 32080 i fRf » S E A R
AEHPUINEE ST -

e P AERE () B8RS
KRB RLE ok E RS HE HE R 0 2 1 R
HILBMS o MEREERRER S FHEE
PRI A & B A R B R P I R A -
{204 LU SRR ) 2 e AN B 2 B e R -
TE1980FAX » mit LA AL #w 25 — f S AU Y e
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EIEPENT 2% o BARELE — M (type 11)° - 578
FE U AE K 2 BOHR 58 2 AE 20 % SR RS 1 B
b HRHEOE & B U — AT - B ORL A
(Antibodies against liver-kidney microsome type I;
anti-LKM- DU DU U5 — SR AT Bl it va B
HIHHE (Anti-liver cytosol 1 antibodies) * Ifil G FF
{2 g BRI 0 & (FRIUY™ © A e AT 5
AR % (Ticrynafen-induced hepatitis) FHFTEE IR HY
2 AIGILKMBTES » DURAEIR PED AT % iy 5%
AR = MU P18 (Type 1T antibodies) * 38 W & #R
PU-LKM-1HI TR AN— x> o

255 — T B A B 8 e yZ AT R
B o AR % B R P - (HE M A
JBRYUZ ~ PURHEIL » DURAINEY & H A8 -
KL A A\ SR RS T RE 7 AE 35 26 = JUHY B e o e
TERT R o A > LT a] DUSE & F it 1521 — (1
it e LT A AT 2 R SRS P RE H B A S A
TR £ 22— (RIW) - (ERAEH
— G HE RIS TENT REVR A 2 - KEIHEE 7
AR DL B U v PR AT AU (Antibodies
against soluble liver antigens) * J& %25 8 Bl 185
femE E R PTRE " o B FME TR B e S
PRS- AU bk BBl & FE - 28 -
A&7 I (Plasma-membrane sulfatide)Eil £ -2 5
’EEEI(Nuclear—envelope proteins) * LB & FE ST
H B ZEHH1#E (Anticytoskeleton antibodies) * HLA
CAEA T HHBRR A o 73 B I 5 i BK
I AR & 0 1S (Antineutrophil cytoplasmic
antibodies; ANCA)Z % » A BRI L 84
BRI - ATREAER T 5 — AR MEAT 248
Ao BEERE - BAESTRRNESE S LA
BRSPS SN RPER E Skt AR psalilg
B —ME1IE 55 H 328 (Asialoglycoprotein receptor)
PURS - AERE R 2 B ~ sl > DURAESEMIH
HE I AR B L] DI B EI>

CERRIE DK G St 73 30 AR | R M i 0 327
LA I S R AR MR PR LRy AL TR 5 > i
IR S VENE BRI AT B AL AR (U 2 URL AR A5
AP - (E R RH A HIL B2 [ i S A2 18 1 AT
RETHEEREY - (ERLZ PURLIRRE RO TR - B
e 0% % B 5% 72 (Autoimmune cholangiopathy) &

*= : BEZREIXERRERRIEE 2 e D 1RE™

Fii A B PR AR A S 8L o
B 0
gk +2
i P R« I AL =305 -2
<3f% +2
HEH - r BREARIGRRIEHEE > 20 +3
>1.5-2f% +2
>1-1.50% +1
<1 0
FUGHURE ~ SURENLIBSSILKMITTRERE >1:80 +3
=1:80 +2
=1:40 +1
<1:40 0
TAAE SRR AH R B B HRE +2
TAIEURAR A — B -2
— I 0
TF{EHIHAVIgM » HBsAgE{HTHBcIgME{HCVRNA -3
TR RS
TAAECTURT R ZE S -2
TAAE FL MG B 5 AR -3
AT AT B A AE +3
2R EE i — A -2
— +1
BT (R AR ) 0,-1,-2,+2
RREE B RS IE R 0B B) +1
HLA-B8-DR35{DR4 +1
PR AREEDE » /NEEVERT 25 o f eyt +3
PR KL » M NEE BN AR e A +2
BRI +1
e ONa +1
e st -18-3
fEEZE > 159

EHUZEN 10-155

HH B AT RE RS I 8 PR R v B2 R 1R AT R A b s i 8 1
A P FEs A 28 D R AR 38 (R LA B I Y e 12
PR IR L Ty o AHARBER AR S
ME & 75 TR L > s Le s LR I B NG v
RETERTFREAL B B PR B AL MM A % A B 1
PIFFEL o S HURRI%ME KEf(Carbonic anhydrase)f
st E A s A -

L& d 2B A B8 OE T AV
& HRMEA BB VUSRS PEE -
ARAR S HAth 5 #EHTERR G » AT E LB &
AT DU ERIES 1R 5 H Aila Le9m A\ Rl
JR KA B {E (Cryptogenic cirrhosis) ™) —%H
Z e BT TS SRR KA I R RE &M —
MR - DU B S R R R A2 B
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R H iR A H HR TR A
R E R R R IRHURE(ANA) IR ERREPTRE(AMA)

(HAT)

R E R R T R
WU/ B IR RS - 1Y)

Anti-nuclear antibody
PURIE IR (ASMA)
Anti-smooth-muscle antibody

T E HPTHE(AAA)
Anti-actin antibody

U/ B ks 1 4
(ALKM1)(anti-liver-kidney
microsomal I Ab
URFHERER 1 RS (ALCT)
Anti-liver cytosol 1 antibody

Anti-mitochondrial antibody

PUANAETERT USRS (ASLA)
Anti-soluble liver antigen antibody
PRI FTRE(ALP)

Anti-liver-pancreas antibody

HURE I M ER AR A E TS (PANCA)
Anti-neutrophil cytoplasmic antibody
PR IHTRS(ALC)

Anti-liver cytosol 1 antibody

HUZYITRE(ANA)
Anti-nuclear antibody

HB A VBATEHRAE ©

S B R B il a2 2 [ ) B S S TR R
B PRI S AT R A EIR - fE B A B8 0IE
PERF 20 (& B bR s AR IR RS € BURS SCBE
ARz R E R E ERAEERIF - EEE
{HHT B RS IZ AT R A & I - g3 BEIC
R R > [H2 e Mt se 2 M IE IR
iR IR R E S HE - DRI £ H A A8 H /7]
DIkgICHIRT ZHIRNA » LURERBCHURT JHIAFTE -
Fit LUIE (6 EEZ A P ey Rl PR » AE—/ NER I 7
AEECHIRTF R WA EE S o & HBIEERE
A5 TS B R R K > th AN e g GR
B o BRIERAE — et Ay B+ - 18R
PERT 2 Bl B e Sy VEIT 22 R 7 CE Y - B2
(o F e e 2 M 20 IR 3 T B e
FIEVEIF % - FIGORH M1 #8 (Anti-GOR
autoantibodies)H i3 » TJHEIE #E HI 0 FHLLAY
B (Molecular mimicry)f& & T CRUF B HUEAY
i e o

B E S R T 2 B A R R
AR — TR > BT AT DAR S — I A 2K
ZETILRAIERE - (EH a8 B R R EE SR B
SRR EER > (£ B 8 S E R ey S E
A8 02 PR I 26 J88 17 Lt AR (R R R R 4y - L
CAE R IR AT - (B 7258 LT8R AR 7 &8
PEIRFFELIEY « SR » WU I S PENE T B RE 1

*h - BREBREFXEREITRR

Te 1k 1 e S 1 IR 26
ZEHRME FIR R D RE U5 (5 i K X9
GRS 22
A

IS A ASBA T I VAR T
FERI

PREAAE

% FIEIK

HEALES)

fitiE L

DEBEZ
R AT (e A

A R A

W& CFHRL I I BRI 2 RE I B

IR L —H% » B 88 SR PERT 28 AT DUBRAR 20 HoAth
FIERR RIS RR G e A (R1A) o BEARIF S
PEBEAL M ME 8 282 A i 1 B o B Ry JEERY
BTG RSN 26— REFE A2 0 F 8 S5 TR R s
S G2 M I 26 B GE PE A 1 & th el e o —
A MAEASNG R > (8 T B SR AT RE & A
153 2 BRI G PR R AR Al 3R

112 PR BT 2 38 J 2T B AL B 2 I 48 EI%
RERERE R > [ E8  HFAHAfA% (Primary hepato-
cellular carcinoma) a2 f e LLIEFERY H AR HG R »
138 flERea% s S E RS Sz AT & > @ E
B A AR AMRAE N MR 2 VI & PR 5

i
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=\ - BESRIEXEER
H—hR ELREDS

wIEE B LR EFR H EIRER
Prednisone, 20-30mg Prednisone,10-20mg
BRI
Azathioprine, 50-100mg
HERiE B LR EF H EIRER
Prednisone, 5-15mg Prednisone, 5-10mg
B ARV e
Azathioprine,100-200mg  Azathioprine, 50-150mg
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Autoimmune hepatitis (AlIH) is a chronic necroinflammatory liver disorder of unknown cause associated
with circulating autoantibodies and a high serum globulin level. It is important to distinguish autoimmune hepatitis
from other forms of liver disease because a high percentage of cases respond to antiinflammatory and immuno-
suppressive treatment. The characteristic histological lesion in the early stages is the presence of granulomas
in the portal tracts with destruction of middle-sized bile ducts. The damaged ducts are surrounded and infiltrated
typically by CD4+ T lymphocytes, with a further surrounding infiltrate of CD8+ T cells at the periphery of the portal
tract, the site at which cirrhosis develops eventually. The pathogenesis of bile duct damage in AlH is unclear. Bile
ducts in AIH patients express increased densities of adhesion molecules, MHC class Il antigens, IL-2 receptor
and pyruvate dehydrogenase compared with normal ducts, and so represent potential targets for the infiltrating
activated T cells. There are similarities between AIH and chronic graft-versus-host disease (GVHD), which is
known to be mediated by cytotoxic T cells. The circulating autoantibodies commonly present in Type | (classic)
autoimmune hepatitis are antinuclear, anti- smooth-muscle, antiactin antibodies, and anti-asialoglycoprotein
receptor. Type Il AlH is characterized by the presence of circulating antibodies against liver-kidney microsome
type 1 (anti-LKM-1) and of anti-liver cytosol antibodies. Early diagnosis with appropriate management can prolong
survival, improve the quality of life, and defer liver transplantation. Liver transplantation remains the only effective
therapy for patients with end stage PBC. Results are good, with 5-year survival in excess of 80%. Whether T-cell
vaccines, blocking peptides, or monoclonal antibodies may be beneficial before or after transplantation depends
on further investigation and perhaps a better understanding of the pathogenesis of autoimmune hepatitis.



