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A B¢ % 7% M AT £ (Autoimmune hepatitis, AIH) & —#& &2 B IR EIFRB X E - LA 5
R MR R - RRAIHGERF LI FHRALBI R e - TETF 456 $9RE
¥ AR RRI B M B AE ST 0 50 AR o SRR A AKX 635 38 R 8% (Aminotrans ferase) F7 iz
7 %.9% ¥ % @ G (Immunoglobulin G, IgG) #+ & * 4% 4 8% (Anti-Nuclear Antibody) 3 4% -F 7 AL
#u ¥ (Smooth Muscle Antibody) 54 » I 40 &% #8 = R Mk B 4 fm B AT K - M IEZ 88 »
H o mAIgG A TR IEF o bk b H — 4 %52 3% & prednisolone ¥ & azathioprine (AZA)
3 Mycophenolate mo fetil (MMF) o YT #1#F 72 #8 % » MMF /& # 2 i fid 52 M AR 75 AZA - Bk
SAE 7 B B o % B AR L EF] %24 A 1L RE (Complete Biochemical Response) * Bp i 2 B fu
oG #AL 09 7 AL o 3 AZA T At % dh5m A > MMF 6948 A HIR B8 m 2 (HhAZAT
At % B 0 MMF & %1% 5% KB4 - 3 AZA RJE R AR 0F - RIS AZAE AAE KK
BEEMMF) - XS HRATERAEGBFLFATAGEE SHVRAERE BB FTEIE
YR FRRZERNRA  THEETRIFE - RRWERAIN I EAMCERER - e
BEIEEBMNEHETE  EREETRANEATRE » ARBEEAFELIMER V096K R -

FAEEE - BREREMERTA (Autoimmune Hepatitis)
RZEAET (Immune-mediated)
$8[EEZ (Corticosteroids)
4 {L#ER% (Biochemical Remission)
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BT ELBRERIE - HIET ATH A9IEH# L
RIANHIR R £ - F IR B B & G i o

H #8 % % M I & (Autoimmune hepatitis,
ATH) & — i e R B AL [REAY IS AT
e 0 U B R B R AR ) - A mTREHE
AT EE L BT 0 | - ATH BUSR K R 58 21
W+ (EIEE - BREE R R IR 3R mT R I [FIiE il
B 2 o (HRNHEERIRET 25 - B RrRkE

JHIS 4 o ASOESTE AIH RYZSETIESE « ST AT
BRI R BRI S ThI -
MITIRE R ERIRFRIR

ATH RS 2R SRR SR ° » 2EREES
TR RS 10 BA 1.37  BITR RS 10 BEA

WA L R RIT WAUR ¢ FLTHE BB 289 5F  MhH AT EEME EA S L AR ERESR
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17.44 « ZOMHIR ANBRBIE S - K9 4:1° « RIBERIR
RO MG H BSPIAE R - ATH 7] 53 Fy =T A
AU : Type 1 AIH (FRAZY) + xR - 5 75-80%
HIR Gl - FEREEDFE BN - BRI
Pi#8 (Antinuclear Antibody, ANA) B i ILHTHES
(Smooth Muscle Antibody, SMA) [5 14 » i { F&
Ifll % %% BR & 1 G (Immunoglobulin G, IgG) Ft
= R 8m A EHELE RS K azathioprine (AZA)
[ Rbt » FHERAHEREE 7 - Type 2 AIH (54
) FEPESE K AE - JREREE Type
1 B EE - RS - BRI REAL - Rk
B kL 8§ B8 -1 (Liver Kidney Microsomal
Antibody-1, LKM-1) 25 [T #Hl §fd ¥ & §T #8 (Liver
Cytosol Antibody-1, LC-1) & 14 »  ¥#F % [& B% 15
WS - H3R S FE RGNS
S o Type 3 ATH (AL Fobi vl v M Hi5
PiH% (Anti-soluble liver antigen, anti-SLA) [&14: »

o B E T Ry Type 3 AIH E Type 1 FH{EL » [KIIL
HRE R nn B B 58 ° 0 AR > 2025 4
WX I T ik ffF 92 22 & (European Association for the
Study of the Liver, EASL)'® Sk R EEE S [ R
PR IRIR S B RS S B A ATH 1T
BRI A (AR - BB Level of
Evidence 3) » [ [y 3T 1 26 B R BUEH X PRI 52
HUR - AR AURER ARIER RSB » B e
J& S Ia TR I RN S EHE 72 3 - /2 anti-LKM1
5 Tt (fH i AIH-2) Bl ANA/SMA [5 1% (ATH-1)
WA+ LUK anti-SLA/LP [ 1 (ATH-3) % A 2
- ERRIR ~ AR B AR S R U R TR |
B HEHIEIANE © BRSb - i@ ZEEE Ry anti-SLA/LP Bl
B2 THPRRHRA - (8T 38 I8 45 H L B I m R ds
PR anti-SLA/LP B ME5m AR A BLR R
FARMHRIRI YT Ro52 HT#E » MFF anti-SLA/LP A
B o $R GBI AN 0 EASL A AIH i fy B
— PR B BT ROl BG AR TN EHMK B BT
1S U RE TS R B AE R 6 R HE 5 |+ ILIEIERB)
TR LER AR SRR T a2 -

AIH HIEFIRFIA A% » #0739 AN SRSEAR -
Aoy Q] 28 R R T ThRE S 0 - B FLE AR B S
s BEH - RERAIR A EERE - &
25% Hy9R A SRR BRSEAR - B4 1/3 W AERZ B

IF L S B A A AL BT AL 12 o ATH BT HRE AR
B 1R T 7 I B ) [ 8 25 o 32 1 1k 28
JiE B 5T 14 B 2% (interface hepatitis) © #X T
#J 1/3 W9 AIH 95 A AT RE R Z HH R 0 2552 il i =2
B phah - KHY 10% H95R A ks H BETTRg 1%
(seronegative AIH) » 355" A H M5 SRR Bk E
F G(Immunoglobulin G, 1gG) BUEEESTIT = EIE
W BB B AR -

e RRIEE IR 2

AIH HIRZ B KRR IR ~ 11195 22 R A SR
o HalmE R EYEL D - ZETE
HEAURS - IMERIEEREN : 1gG K¥ETHR CRE
>1.5 fFIEHE) - Biebiietll - & RS s
ANA ~ SMA (Type 1) » LKM-1 (Type 2)  LC-1
I SLA'® o [FFHHARER « SURITERF & - WEAGHIN
A~ T HIME - BEBREAIT © TR
FEMERFR ~ MBI E 2% (Primary Biliary
Cholangitis) ~ i %% 1% 58 1L 1% I & 2 (Primary
Sclerosing Cholangitis) S50 10 o BHAMIFEME
Y ATH (seronegative ATH) » [K|fiR:Z 7 5 §8 HT
1S - 2R T MO AT W A R S R R AR R R
BN » e e SR [ W TR P Y R 0 S e
R B2 Bk 8 - AIH BIREYR IR R 5E 2T
fige - (EWFFERR R H rTRE B A B M U -DR3
(Human leukocyte antigen-DR3, HLA-DR3) &
HLA-DR4 FE[RIBUARRE 17 - A - BREEIRISR (400
SEY) ~ SRR ) FIREA R SRR - B
BH SRR S o EREERERN - WA R
TR E ST - EAEET R - ik
PR IIRE RS - ATH VR S B RSBk E
H (hypergammaglobulinemia) ~ fEER H g JLHE A
HRFHUAHARREE - BN iE S B - B RE i
4 FF 2& /N4l (International Autoimmune Hepatitis
Group) fHl%E T 2EisHE (R—)" -

VAN
/B

167 AIH 1 £ 2 AR E R 58 AL
AR S AR SR AR A - DA B I ~ IR
R A B Ja g - NGl AR - TR TS
Bk ATH WA - B EA NI L E M
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&— : AlH SZENQURSLS2EMREE (CERREABU R/ ARR)

Variable Cut-of f Points
ANA or SMA Titre > 1:40 1
ANA or SMA Titre > 1:80 2
Or LKM1 >1:40 2
Or SLA/LP Any titre 2
IgG >ULN 1
>1.1_ULN 2
Liver histology Atypical 0
Compatible with AIH 1
Typical for AIH 2
Absence of viral hepatitis Yes 2
No 0
Probable AIH >6
Definite AIH =7

ANA: anti-nuclear antibody; IgG: immunoglobulin G; LKM1: liver kidney microsomal type 1 antibody; SLA/LP: anti-soluble liver

antigen/liverpancreas antibody; ULN: upper limit o f normal.

Ak : M2 2025 4F EASL 4551 > 5] HEp-2 fllfdsl ELISA #EAR ] ANA/SMA - FERRFSE (B YIRS » BEAh - RHRRERRE

YOS 2022 4F TAHPG FEHE DIEE ek -

IFREALE - EPEERRE Z EHIHIIGHE - 2RI -
B 7 RERHMEAL IR RGEEAL - BIFR RS [T T
WERYIE I 2 25 - 58 & 4 L (Complete
Biochemical Response, CBR) H & #& Fy & & i§
b 1gG BUERAE IEH 5 #FHinHE/SEH &I AR
Lt RE  AIE F Ry I E A JE (insufficient
response) ° [M & & (non-response) HIl'%E 28 Ky 7E
FRAGIEERAY 4 A » #Z S (Aminotransferase,
ALT/AST) BB tHER * EE HE(H (baseline) T [RE1E
FE /N 50% o BLAh - HH A% 2 AR i (histological
remission) FYAZE Y8 B FF Jik U] Fr S8 7 i o g ) 322
6 M B R IE ME (mHAL<4/18) SR - AN 52
(intolerance) HII¥E KA A A= A B 2255 H
AR 10 .

AR 2025 - WM T BhH 7222 & (EASL) b
ZNENE = R N =L i St e A P A=
[&] i (predniso(lo)ne) Bk &5 TR BEFR B ] » G y%E5H
Ffi 7 7] 3 Azathioprine(AZA) B¢ Mycophenolate

Mofetil(MMF) ° Predniso(lo)ne #226H & E 4 0.5
mg/kg/ K+ 5 15 8% B B 15 AT 22 1 mg/kg/
Ko KT TEZ L R - AZA B E B RA
FERIFE R ~ FENERI TN 6 mg/dL FFIA - B
o S 5 T B SRR - REAATH & S0
mg/ K+ MERFHIE 1-2 mg/kg/ K - MMF {E Ry 55
— B EREHETE A 1.52 g - E%
rh 0 B 4% ¥ BE 24 B8 CAMARO #i7% ° * MMF 7
FAE R T TIER AZA6 i A 55 2 R LB R R
72.2% vs 32.3%) » Hil32EEE » A RIS
(= SRR LR AR < B B P o FH v 7 2 ] P A
bt - FEEIEE S OF AZA B, MMF v 8835 50 JE ]
PR B MR RIE R - e Rt - B8
BREZ B IR A LA F « 2R1f0 » MMF HLEL
Wika Tt - $HE A BT ENE 208 AR ERIUE 2L
WEZAFE TG o

B — B A PR Y B G 5 A T 1L 35 4 AR i B
IgG WS RIEHAL ; ERWHEFRRE R - A%
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FEEREETEE - (H 28R AR RIHERRGRE -
Budesonide Fy ATH By HIHIiGRFe it 55—
I MR8 2025 4F EASL #5751 » Budesonide
SR A - HAEEAE T JERFRELIR A |
H. " ¥} prednisolone {48 H HHELEIER 4 B » W]
ZREBH - HAFASHOEERERE SRR
e~ FNHI SE L Rk K ok A B (R - 33k
i R I 92 #H7R » Budesonide 7EFEAFBEAL I A
TR ~ 1eG k& y BRER » (HHEBH
JE 5 TSI AR 8 A 1 M A e 1020 o R A i
85 [BLEGIREEYE - A ATH I E SRS EIG R E
LA predniso(lo)ne Wi & 08 352 8 BT 7 by 1 388 > BH A
predniso(lo)ne fE{F By n] 173281 » (HKIBI{E A #&
% » PMEREBICHRE -
BT 7 RS B B (induction) B 7 B
(maintenance)17 DR - IR SR EN R
2 H R A VSR 2 R SR A -+ S 7 7 A B I 2y
AE o MERFRSE - BEIRTEPER - WA Rz
ORI & o DUMERF R AR 17 - SR - £
10-20% F ATH J5 A fil 15 i 52 B 346 A2 ME 15 I8 e
20 E ATH i B BE — R G R A AR IS E [ A
YA VY P 11115 3 % 8 (serum transaminases)
NEEAE] 50% - BAERKIT 7% E 9%] ~ KE
AR [ RE AN H G R RIIAZE R 5 2 uhE
fiFE (I V7 3 2 9 B 1gG BB 1B 8 ) ] B A i 32
(H BB R S B SE R B ) B 1S - JE
Z e AR —ARIEE Y - LIRS R AR EEY)
411 mycophenolate mofetil (MMF) B¢ 55 3 [ 1Y %2
NI (40 tacrolimus ) %% » MMF £ ¥} 28 — &
IR IS AN T 2R AR B2 FER - I H 2
El A A i s 3 A S 2 IR - R AZA
AN 52 HIAR T MMF Ry Z8E S8 HY 1 58 R ih R 8
Y+ AIE R R ERETRIBE ] - (E41 AZA X
Jf& A~ ££ (insufficient response) » HI 1 5 JfE 5 %2
AZA JGHE - BIAIAR RTINS A3 ~ 3% AZA
74 & 5 & BF allopurinol © UG 1E 7 58 16 75 26
& AR H MMF 8(HAR =R A
210 o FE—IE G T (3L 309 44 ATH IR A )
HUR B AZA R Z B9 A MMF Y #E #8
[ HESR By 82% ~ ¥ AZA K FERTKE A » MMF
A A 1 S HE =8 By 32% > [RIANTT 5% AZA T S

MMF HIR A » HIGHEE SREME 1A 50 2 i SRR
A+ H MMF W52 PE8ls » RIRIE RIS
PR, 21 o 575 3 it % Bl Fe BHLN 311 ) (Calcineurin
inhibitors, CNI) * il $& cyclosporine A (CsA) #ll
tacrolimus (TAC) » 38 0% 20 1] yhR B2 B 3 4= 310 1
% T Ml ERY R SE - fEMmIk4a> ATH i A
HIPHF B A E - 78 Le2EYIRY/E A% I 35 2458 H
1E T ARSI -l IS e ek i i -
T 1777 PRI T AR A 2 A TR L R - 4300 © 38
BRI 75 AR E IR 8 B RRES
A RIE IR E N FERY ATH IR A » 548
BEYIR L T — I E AV EERE o B LEEY)E
IR CARRUR AR - I HE AR
B & 1Y prednisolone B H - DLERERIT
HIIERRERR 22 o B BB — R AR AR K
0 ATH R A » TR EREE2E - B RbAG
HB=HGHE o Bl S =8ER AR -
40 rituximab ~ infliximab F1 belimumab ° 2023 4F
9 HIN—IEWZE5 AT T 25 %4 ATH i AIERIRE
K+ 35 e A RN AR R 52 1 25 e A2 Y S
B BRLEEA FRIGICEE - ISEEEEL - 4
VIBIFE R RESE R 2 Bom Ay ALT BUEIES
b AEREERIF I A 88 RN - mEER
belimumab G AR BIVEE Ry A, - 38
TEIF S R A= M BEILE ATH 38 A L2 2 fE
R T B A (R 1020528

BEAh o MR B BT EASL 2025 #5511
ATH R IR E AR BITERE A BHAEA
LRI TR » R R L E NS KE
%6 [H] I (corticosteroid-free) Y /7 & - DLd &R
B FREAH B A2 15 A B (HRQL) B R ARTETE -
EZERUN 7 SRR NP Y= NP S -G
% » {45 BAFF ZZ fe #IHI%] lanalumab (£ ¥ #f
azathioprine X FEANFHEEIAME 5296 A ) ~ TLR4 5
DU JKB-122 (FEEN Y A ] ek A gk 22
VERATHEVGIEIRB) ) DURCEERR M 7% o 1 el
il 7 Zetomipzomib ( F A ¥ 55 — KR 16 I FEAR
FEARAD 10 o B eE thIEAERA 2 5E 81 B FREE
T S RERY A= B DUFR TRl AR
TR HNHIEIAN R » SHRVE R RS RE A -
ATAE L B E R BRI B R 0 R o = AR EUR R
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E—IRaEREY
Prednisolone(AASLD 2019)

Prednisolone and azathioprine (AZA)
(AASLD 2019)

Prednisolone(EASL 2025)

Mycophenolate Mo fetil (MMF)

B TRRAREEY)

Cyclosporine A (CsA)

Tacrolimus (TAC)

E=IRAREY

Rituximab

Infliximab

Belimumab

BEER TRV RE

Budesonide

40-60 mg/day

20-40 mg/day; 50-150 mg/day

0.5-1 mg/kg/day : 1 Wi £ I AZA (50 mg/
day) * HRIBFHMERNGHR EFIRER & - Rl
HMEFFMIE 1-2 mg/kg

#4575 & : 500 mg BID » £ #f Prednisolone
A Fii 2 RAF - Jil 2 5E% I 1000
mg BID -

WA & : 3-5 mg/kg/day * HEFFHI & fRIE
IM#4E CsA JREFIRE - HARIM AR — ¢ Ky
100-150 ng/mL

UG & ¢ 0.03-0.05 mg/kg/day HEH5 & -
IRABIMAE TAC IR A% - HAR MR —fi%
By 5-10 ng/mL °

Rituximab 1000 mg » &% 1 RKAIFE 15 K » 4t
2 Bl - AIHRIRERIRIIE - 12 6-12 {8 H BG4S

9 -

R AEERY R SRR | - BRIR 25 HA
H B R PRIEI R L SR EaE
i % ¢ Infliximab 5 mg/kg FF R E > 50
T~ 25 ~ 6 FERGEE o HEFRFAHE ¢ 5 mg/kg
DR - B 8 —K (AIHRIEIE A FEFH%E
PR EHEHR)

MR IR RS | o (AR HAE R AL
BEARE S H B a5 ME s TR AR HE Ik ]
el 2%« HIEHIE 10 mgkg IV - FREE O
SE 23 4EKGEE - HERRIR 2R 4
SEEFIRIGE—X

3mg » FFH =R - WG ORI S FH R
R AZA - HEBIECRMBR - B
AR 6 il P8R - A GEERH 3
mg AURERFRIE -

2z}

1 28 2 BT A bl

AZA ANEFIFE A
A RIS

T
R

ERHISEYI Ry MRS ~ 1FLh

fig ~ B

B ZEYIR M R ~ HFEh

fE ~ BT

&G (B AU R 25 B
1B) ~ MR Bk R
FH

JRGJEER - BFIHAE ~ 7% 1
KRB ATRERYAS RS

P A R R 25 B © {2
RS F A ¥ predniso(lo)ne
g HEE AR RIE B FERTIE
bR A R B HGE T

B IEAERT SRS - AJRER R ATH 167 B2 T
IR Y o JRFIBMIELE T —RRE A ) ErE Ak
TR » AR A K K] AU Bl 6 328 S JRE R T 5
DU et s8ll AR A KL - BN B e e

1% > 5 infliximab > rituximab ~ belimumab FI
ustekinumab M FERFEAR S & M R B < RAb -

H8 43 7 B 9% 3 401 Janus kinase(JAK) #11 il 7] B
Cytotoxic T-Lymphocyte Antigen 4 (CTLA-4) H[Il
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KAL) » 2 6-thioguanine nucleotides (6-TGN)
il 6-methylmercapto-purine (6-MMP) J=fE » T K5
HESRHIETE - MR IR s A V8 JIRYRT
WA o S AU E W EE YR I 15 BV 9R
A » FFBEFEHE (liver transplantation) {75 By BE B8
T - HodFERE R R E R L ~ B [E R
TRIR BRI 2 B ATH DU 3 M B et
08 » 5 B T B L ETAL -

ATH G R R EIR R R E AR 1gG 562
EHAbE - EREAEIEEREDRE - —
TEFZE 3 B — ELIGHRIT IR B2 im0 90% AW A
BRI R 30 R > —HEFRBBAERS
TefRIR A B R IFEE - BUIESHI R - F
FIERE /3 RIS S8 RINAR AR 54%°" - |iF
R AFRE TS B $5 8 (histological activity index,
HAI) s& — S TH - TS PIEH IR E E
EESERIIF RE 5 ~ /NEEPSRACRIF TS IR AR AE -
SEUETE 1 ) 18 - HAI 23801 1 3 3 KRR AR
% » A% 1R BEYIEIR < BT S i e 1T I Bk
B WA R B AR ERIEE) (HAI>3) »
RPN FESS 11 R A

SEEEE « B35 RITHED A

R AIH EHEMEARE » KRLEH AT
Bz BRI B A B HIHEE - DITERG R
1858 JtE— I IRIE S - BRGSOk H
ELiE5E 24 bAB# (CBR) AY¥E A T B 3t {5086
BRI AR 2% m\ B i - 8 H A asis
TRIEHIHNEH « YEERREE - TEEEX
1SRRG B OR AN R B R ER S Pk
HFPLIER / HFBEPTR Tl (anti-SLA/LP) [5 14 % -
(5884 % FH e 1E 58 5 FFIRY) A OB R TR EE LA
FAERR S AT T (HAL>3) FOs A » B 35
AN oG EIEH L - WAHESE  DIKE
HEREFEECARE A - 5 E 8 Y] a2
Efpte A T HEHE - W AFAEER (ALT
FEIEHR LR 2-3 (520 F o 5 1gG #EmIEH -
R - FESEHEZS N HERR M T REIR K] - angEypt:
IR ~ B I R BGE RS M - 3G
BARTEN: - WATREAHRITHER » MR
1% FEN R E RGAHR - 8H B B WA

TS o R T v S L R B BG
RS AT R AERF IR 2EY) - 2 BOR A TGE
FICGERREI - (S EERA Y5 R E 2
(S — A R E B Y] - ARRRT 3 MR 34
PR E R 106G - &3 HH—XK 5 (538
52 B 4 5 3-6 A HEH ; RIAIERET
BHE—K > RNEZ ] RER AN E S
THR

BEEALREE | ZETRRAL
AFERASE

BE 2 H 8 R TR R R E M R AEE
fige - M AL R 1B LB © 2025
EASL #5875 [5837 0 » IGHF SR IEMIRR A 88 -
MR~ 1~ 1RAIRRR S & OHE SR ORI TR
HEFEE - B EHEEH DF - BRHARE A
FAE » PUERRARE Ry > 1532 prednisolone
e azathioprine ° {3 B 7] & AE A AL B 240 I3
LU G B R - BHRR T SRR 4 B A
JEERy B AR Y - A A TR BRI 165
HEEELLE SR - BINERWA - BEHEHES
W S R - AH RS B R - S E
iR~ SR HAREAHE L ELAH AR SRS B - TR

MR R | (watch-and-wait) * #H FRIA R 0
Fa TR SR R B T P I A AR B - il
PHELHEAEZR D -

TR B s 72 SRR BRI R - BTSN
ANEBER - GFEIE KB AR = - T REE &
R GOHERIGHROEIEE 2 AR - AF
[T ATH W R SR B R TR (A AR A2 22 - AFRIN
o~ B R ST A Sm i e TG
KB TR B AR AR s S SE R S iR
HA » AJREELEE ~ it R S B M AT A
B o FEFFRERIRIGEE T » ERm L ERE L &
HI R R HNHITERE - KB R M B AZA AT
MMF 2 HF R EARED 3 HHER &
BIEFRRE - TEYIEHNG ATREIERIGHE - &
AR FEEE BE 514 % (Metabolic Dysfunction-
Associated Steatotic Liver Disease, MASLD) &
NERZ HRVE B DU AR B8 & 6 1
prednisolone WG P (CHHEMREFERE » & HHRE
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TP R SRR S R iidl » &
DRPPRSRHRRAIT R & - B Bl - L ATH /a8
TEAERESRS | o BRI LR UER A - ALY
T BEREAE » EEAENRN TETE B (AN R BT =
mHAI>4) HIJTThaE i ] (i seu o M i
#% » Model for End-Stage Liver Disease-Sodium,
MELD-Na<28) [Kf » 5wl 38 5 {5 FJ B 5 4 ]
MG o IS - ATH GRS SR AR
AOFE R PIRTEEN T - BROE AL TR - DULES]
AR 2 2

AT R ER KB 7305
ATH HYBF AR T S AR IS e - o
TEARTEE T2 ET ~ R RSB SRR T
1] o fERERI R 4T R TRIRYAFZE - 5 HLA E[F
E F 52 BE7R » HLA-DR3 fll HLA-DR4 S5 Ff
TE HLA SR HLRITE ATH ) 5 R 38 E B
3% o JTHARY 2 F KA B B T 92 (genome wide
association study) 53 » Bl ATH 255 R 2
LIRSS » 15 L0 RLIK AT RE R B G e R R AR
ol T A MR s B SRR AR - I eHa S -
JF HLA EE[RI41 CTLA-4 ~ VDR #£[X] ~ FAS EE[A]
I TGFBI AR ZREM: - B ATH Y SRk i
IREHAE B 2 » 38 B FE K ] 3 i 3 B 0038 I
JE AR KA Rl F- RO 2R B T s R Y 3
J& o IR TH - BEEERT AZA U2 HAliy &
BEZEY) o SRTM » EIEHE SOEAS 56 4 B i
B SEEYINR A - W E IEREAREER T HIA
BT o ST SR e BT BRI 4 i S R
AN RERY ATH SR A » B BT BLIE 7
8.5 Mammalian Target of Rapamycin (mTOR)
N ~ $HT Tumor necrosis factor-alpha (TNF-o)
g% Y7 (40 infliximab * adalimumab ~ etanercept
(B ¥t Interleukin-12/23 (IL-12/23) & ¥ (41
ustekinumab ) %6 o 33 L6 SEY) 5 3 T ST S HE
AIHE Bl ASEHETE AR EE - kA -
PEALBERAE AIH iGR HRYE e R P -
AR 98 A 1 5 R F50R Il PR S R G %8 5 9% 5
% B EIERBCRARARITE - 5Lk
HERAMER BT AR THER » B R R AR
ATH {a R EE it iy -

A RXIT

ST E R K EE

AIH {ERE N B SR B R 2 LTSS -
FH P 5 I 3t s 3 1 I R B AT+ BRPR 1 T il
iRi2 FoiR s MR R B IR G I Ao Bk S5 5 18
P ATERZ BN & O RY LB S R s -
RERTWIAREEI DL EREERE S AZA By
HE 0 HSHE R AEERIE R FnEESR
bR B R B 52 & A (L E (CBR) » HE SR
Rl ) 1gG BUERE TR - FiaH S EH
BANAERE » AER R RIERE - $FEHEREE
GRS - Br 2 BT AR TR B e SR R
ER R B S IR L -

AR - Z BT U SEY) A AR PR A
B RS AZA RIEAFEEAEH AR B
HHAETE ALK (B-cell activating factor, BAFF) 5%
HEHIH] lanalumab » DU AFBIYIAR A o BER W]
Pk I i 2% R B EEEESZ 8 4 (Toll-like receptor 4,
TLR4) £EHUA JKB-122 » A - M REE
T S HI ] Zetomipzomib JR#% FI A B 56 — 853G
I FEARN R HIIREE o BR T Ll Frgpasgsh - &t
¥ AIH WY EEFHETER » 20 JAK HIH17%] (Janus
kinase inhibitors) * BTK #[Iifi|%] (Bruton’s tyrosine
kinase inhibitors) * i 22 A% 5 FA A 8 15 B I
FRATASAE - B PTRE S EEVA Y ATH SR AT HYIA
HERIR 2 o SRS R BB B TIA RS -
SIS A FS R RIAN HLA-DR3 B934T » Rl A
HESERGHE HRIVE I SE AR E A LB T2 -
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Autoimmune hepatitis (AIH) is a chronic immune-mediated liver inflammation with highly heterogeneous
clinical manifestations. The global incidence of AlH is rising, with an increasing proportion of male patients. Diagnosis
requires integration of multiple lines of evidence, with liver biopsy being essential for definitive confirmation. Typical
features include elevated aminotransferases and immunoglobulin G (IgG) levels, positivity for antinuclear antibodies
(ANA) or smooth muscle antibodies (SMA), and interface lymphoplasmacytic hepatitis on histology. Notably, some
patients may have normal IgG levels. First-line treatment is recommended as prednisolone in combination with
azathioprine (AZA) or mycophenolate mofetil (MMF). Recent studies indicate that MMF has superior efficacy and
tolerability compared with AZA and is therefore also considered a first-line option. The primary treatment goal is
to achieve complete biochemical response (CBR), defined as normalization of aminotransferase and IgG levels.
For patients intolerant to AZA, MMF is the preferred second-line alternative; in patients with insufficient response
to AZA, therapy should first be optimized before considering MMF. Most patients require lifelong maintenance
therapy to prevent relapse. Only a small subset of patients who achieve stable remission for at least two years on
monotherapy may cautiously attempt drug withdrawal. Future treatment trends are moving toward personalized
medicine, including the development of steroid-free regimens and strategies that prioritize quality of life, aiming to
provide more precise therapy with fewer adverse effects.



