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Otoimmun nedenli li¢ karaciger hastaligi:

* Otoimmun hepatitis
* Otoimmun sklerozan kolanjitis

 Karacigertransplantasyonu sonrasi de novo otoimmun hepatitis



Otoimmun Hepatitis (OIH)

e 1950’lerde

e GUnUumuzde daha sik tanialiyor
Farkindahk T
Gergekten sikligr P
Asilama programi ile HAV HBV {,, basaril tedavi ile HCV iliskili hastaliklarin sikligi J,



Patogenez

Tam anlasilamamis

 ‘Molekiler taklid’

» Efektor ve regulatuvar immunite arasinda dengesizlik

* Genetik yatkinhk

« TIP 1. OiH.© : HLADRB1*0301, HLADRB1*0401,
HLADRB1*0405,HLADRB1*0404, HLADRB1*1301,
HLADRB 170301

« TIP 2 OiH: HLADRB1*07, HLADRB1*03
ANDHLADRB1*15
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OIH - tipik ozellikleri
Karaciger Hasar Paterni
Kizlarda daha sik o \\!jr\
Hipergamaglobulinemi / 1g.G yiiksekligi o, - _“" ,,-:‘l:‘g ]
« Apoploti L f‘**““—l-"'/
Dolasan otoantikor varligi i X‘ |
Histolojide ‘interface’ hepatiti i“‘x;_d,u’j
Olgularin bayuk cogunlugunda immunsupressif tedaviye yanit alinmasi
Acil tedavi gerektirmesi
Tedavi edilmezse karaciger yetmezligine ilerleyerek nakil gerektirmesi
Serolojik profile gore 2 tipi vardir: L)
Tip 1: ANA+ ve/veya anti SMA +
Tip 2: Anti LKM-1+ ve/veya anti-LC-1 + J
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* Klinik, biyokimyasal, immunolojik, histolojik .
ozellikleri + diger karaciger hastaligi nedenlerinin T N
__,1”".‘
d|§lanma5| (Hepatitis A, B, C, E, Wilson, NASH, ilaca bagli hepatitler) o)
 Karaciger biyopsisi gerekli
I! J
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«) Tani

* ‘Uluslararasi  otoimmun  hepatitiss grubu’nun
basitlestirilmis bir skorlama sistemi

* Cocuklarda otoimmun antikorlar cut-off
degerinden dustlik titrelerde +

* OiH.ile OSK ayinmi?  SADECE kolanjiogram !
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Histopatolojik ozellikler

Tipik histolojik &zellik ‘interface h-epgfi:‘ﬂ_t-_if >
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Akut baslangich ve relaps OIH
histopatolojisi

Panlobuler hepatitis ve kopriilesme nekrozu

N



Diger histolojik ozellikler

ﬂimperlpoleﬂs

t:ertIerde rozet formasyonu
\/H AT RS
t

/" Kupffer hiicrelerinde hiyalin"\
damlaciklari birikimi
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C Histoloji
* Tm bu histolojik szellikler %56 olguda gazlenir.
* Akut karaciger yetmezliéi,_._.i-l'_e’_"'é'e’le_.r\\" é‘.lgu’lé-rda sentrilobuler belirgin hasar, masif
nekroz, multilobuler kollaps |
o
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3 OIH tanisinda anahtarrol: —
Otoantikorlar

S

* OlH’e 6zgu degiller

* Rodent substratinda indirekt immunfloresan yéntem =) Tanive Tip ayirimi
* ANA, SMA mmm) OiH TiP-1

* ANTI-LKM-1, ANTI LC-1 mmm) OIH TIP-2

e Anti-mitokondriyal Antikor (AMA) + cocuklarin eriskin donemde takibi onemli:

AMA+ OIH’li hastalarda ilk tanidan 30 yildan sonra primer biliyer siroz ! --f

{f et \/ |
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Otoantikorlar

* Eriskinde 21:40 dilusyon pozitif kabul edilir

* Cocuklarda ANA ve SMA > 1:20, LKM-1 21:10
klinik olarak anlamli

* ANA:

SLE’de + (nukleer kromatin, histonlar, sentromer, tek/cift sarmalli
DNA, ribonukleoproteinler)

OlH’te %30 +

Anti-diiz kas Antikoru (SMA)
G

Anti-liver kidney
microsomal tip 1 Ab LKM-1




Otoantikorlar

* SMA (¢ paternivar:V G T
V = non-otoimmun karaciger inflamasyonu
VG, VGT = OIH %
* Anti-actin: OIH lehine. %20 OIH olgusunda yok

\

T

Anti-diiz kas Antikoru (SMA)
G

* P4502D6 ve 2-oxo-acid dehidrogenase kompleksleri
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2 Otoantikorlar

 Anti-LC-1 = OIH-2 anti-LKM-1 ile beraber +
* Anti- formimino-transferase cyclodeaminase antikorlari ELISA

* Anti SLA:
OlH icin spesifik.

Anti-liver cystosol Tip 1
anti-LC-1)

Daha agir hastalik ve kotl prognoz isareti

* p-ANCA : Anti perinukleer nstrofil sitoplazma antikorlari
IBH ve OIH tip 1’te ve SK’de +. Tip 2’de yoktur.




2 Klinik ozellikler

2 tipi var

Prevalansi ?
Yillik insidans 0.23/100 000
1990-2000 arasinda 2-6 katartis

I-_]'

Olgularin %"0 kiz

Tum yaslarda gorulir. 2 kez pik + Adolesan donem -
&

* Tip 2 6zellikle cocuklarda ve genc eriskinlerde gorullr, yashlarda gorilmez
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Klinik ozellikler

* Pediatride olgularin 2/3’G ergenlikte baslar. Tip 2 daha erken

yasta gorulur, sut cocuklugunda garulebilir.

* Tip 1’de %15, Tip 2’de %25 IgG normal sinirlardadir. Ozellikle
akut baslangich-hastalik !

* Tip 2’de parsiyel IgA eksikligi sik (%40)

* OlH cocuklarda eriskine gére daha agressif seyreder
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OIH gelis sekilleri

1. Akut prezentasyon

Viral hepatitteki gibi halsizlik; istahsizlik, bulanti, kusma, eklem-karin
agrisi sonra sarilik, koyu idrar, soluk diski %40-50"

2. Fulminan hepatik yetmezlik + evre lI-1V hepatik ensefalopati

3. Sinsi baslangi¢

ilerleyici halsizlik, tekrarlayan sarilik, amenore, bas agrisi, istahsizlik,
eklem ve karin agrisi, ishal, kilo kaybi

4. Siroz komplikasyonlari ve portal hipertansiyon

a_ f o~

“stanida siroz +

5. Tesadifen saptanan yiiksek aminotransferazlar

S ./ Vergani-M G. JPGN 2018:66:345



2 Klinik ozellikler

* Tiplerin klinigi benzer

* Tip 2’de akut karaciger yetmezligi ve tedavi kesimine diren¢

e Hastalarin %20’sinde otoimmun hastalik birlikteligi +

Tiroidit, IBH, hemolitik-anemi, vitiligo, ¢slyak, tip 1 DM, Sjégren sendromu, Behget hast, glomeriilonefrit,

idiopatik trombositopeni, tirtikarya pigmentoza, hipoparatiroidi, Addison hastaligi tani aninda vardir ya da takipte gelisir.

* Ailede otoimmun hastalik sikhgi % 40

* immunsupressif tedaviye cevap veren OIH tip 2 otoimmun poliendokrinopati-kandidiasis-

e ektodermal distrofi sendromu ile birlikte olabilir (Olgularin %20-30°u OIH tip 2 ile gelir). -

Kronik mukokutanoz candidiasis, + hipoparatiroidi + Addison hast /
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A(\\ (\)“‘""%80 %80

Erkek M\ %20 %20
ANA veygﬁf&}(\)ﬁ’?@/\l ++ + /-
AntiAKMA | 21:10 : ++ -/

/\ C\')I = Pozitif - ++

@ AnTr’SLA Pozitif + +
e pANNA Pozitif + - N/ | |
-

lgG -
>Normalin Ust siniri ++ +
> Normalin Ust sinirinin 1.2 kat ++ +
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- Cocuklarda otoimmun karaciger hastaliklari ile iliskili ~
ekstrahepatik immun-aracili komorbiditeler

Sikhigptan

Ulseratif Kolit

Otoimmun tiroid hastaliklari

Colyak has.jcalléll p

SLE

e Otoimmun trombositopeni

type-1 diabetes N
autoimmune thrombocytopenia s
lupus ervthematosus ——
autoimmune skin disease” P
rheumatoid arthritis P
celiac disease
autoimmune thyroid disease

ulcerative colitis

0 1 2 3 . 5

*2 patients with scleroderma and 1 patient with psoriasis

6

7 8 9 10 L/

Number of cases

vV QO

&

o) |
Paolella G. Dig Liv Dis 2019;51:281



OIH’de onerilen skorlama kriterleri

Degisken

ANA ve /veya SMA

Anti-LKM-1

Anti-LC-1 ® Pozitif
Anti-SLA Pozitif
PANNA @ Pozitif

>Normalin st sinir
> Normalin Ust simirimin 1.2 kat

QiH ile uyumlu
Tipik OIH
Evet

Evet
Evet

Normal

Kolanjiyografi
Anormal

Puanlar
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Degisken

ANA ve /veya SMA

Anti-LKM-1

Anti-LC-1 ® Pozitif
Anti-SLA Pozitif
PANNA @ Pozitif

>Normalin st sinir
> Normalin Ust simirimin 1.2 kat

QiH ile uyumlu
Tipik OIH
Evet

Evet
Evet

Normal
Anormal

Kolanjiyografi

OIH’de onerilen skorlama kriterleri

Puanlar

1
2
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2 Remisyonun saglanmasi

Eriskine gére daha siki remisyon kurallari !

Pediatride remisyon: 1 AN .

Cocuk olgularin %60-90 Inda remisyon saglanir

Tedaviye yanitin derecesi ve hizi tani aninda gelis seklinin ciddiyetine baghdir.

Son yillarda 3 yeni remisyon kriteri:
Ig G normalizasyonu
/' Negatif veya diisiik titrede otoantikorlar

Histolojik olarak inflamasyonun rezolusyonu




o Remisyonun saglanmasi

* Klinik/biyokimyasal/immuinolojik remisyon her zaman histolojik remisyonu yansitmaz.
* Ortalama 4 yillik etkili bir immunsupressif tedavi %95 belirgin histolojik diizelme saglar.

* Biyopsinin sik tekrarlanmasina gerek yoktur;
vtransaminazlar N

v klinik iyi

v IgGN

v' ANA, SMA negatif veya diisiik titrede (<1:20) pozitif ve LKM-1 ve LC-1 <1:10 veya negatif.
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Ne zaman tedaviye baslayalim?

Diger nedenleri dislayip hemen tedavi edilmeli

Progresyonu onlemek icin acil tedavi
Amac: w
» Karaciger inflamasyonunu dizeltmek,

* Remisyonu uyarmak,

* Semptomlari dizeltmek,

. Yasam suresini uzatmak

!

| | Tani’aninda % 44-80 olgu siroz

Tedaviye yanit: Remisyon orani > %90 (FHF+Ensefalopati ile gelen olgular haric)

TN -



Standart tedavi

Prednizolon 2mg/kg/gilin. Maksimum 60mg/gin

4-8 hafta icinde transaminaz dizeyleri dusitsune paralel olarak doz yavas yavas azaltilir.
idame doz 2.5-5mg/giin

2 ay icinde % 80 olguda transaminazlar duser, normallesmesi birkac ayi alir.

iIk 6-8 hafta, her hafta karaciger fonksiyon testleri bakiimali

Azathioprin baslanma zamani

 Transaminazlar diislince ve stabillesince veya hemen 0.5mg/kg ile baslayip 2-2.5mg/kg/glin doza
arttirnmi veya steroid 2. haftasinda baslama

 Sirotik, ciddi sari hastada hepatotoksisite !



INDUKSIYON (Remisyonun
saflanmasi)

Predni(so)lone Azatiyoprin
2mg kg gin (60 1-2
mg/gin'e kadar) mg/kg/gin
transaminaz disisine  Alternatif
paralel olarak haftalik < olarak, 2
doz azaltilmasi, gunlik  haftalik

2,5-5 mg olana dek predniso(lo)ne
tedavisinden
sonra tum

hastalarda
eklendi

IDAME (Remisyonun sirdirilmesi)

Prednis(ol)one

0.1-0.2mg/kg
/gin_veya 5
mg/gin

Aza

1-2
mg/kg/
gin
gerekirs
e

)\ Nt
e >\ N
Aza Remisyon Tedavi
monoterapi  tanimi uzunlugu
(OIH-1)
1.2-1.6 Normal 3
mg/kg/gin transaminaz  yasindan
ve IgG once..
seviyeleri;-
Negatif
veya

disiktitre (<
1:20)

ANA /SMA.-
negatif anti-
LKM-1 /anti-
LC-1

T——

Tedaviyi
birakma
girisiminde
bulunmadan
once

En az 3 yillik
remisyon +
inflamatuar
degisiklik
gostermeyen
kontrol
karaciger
biyopsisi



Eder Karaciger
dekompanzasyonu varsa
Karacigjer transplantasyonu

YUksek transaminaz ve IgG dozeyi
Pozitif otoantikolar

Uygun histoloji

Normal transaminazlar
Negatif veya disUk otoantikorlar
Karacigjer biyopsisinde inflamasyon
olmamasi

l

0

Yanmnsizhk
Sik relaps

N

Pred+MMF+UDCA
>

Yanitsiz

|

Pred+UDCA
CyA (veya Tac)

Pred+
Rituksimab veya
Anti-TNF-alfa

|

Eger karaciger
dekompanzasyonu varsa
Karaciger transplantasyonu

\ — 4
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COCUKLARDA
OTOIMMUN KARACIGER

Oguz CANAN

Figen OZCAY

e e

Oya BALCI| SEZER




Standart tedavide,

Tani sirasinda ayni anda beraber baslanan Steroid + Azathioprine - yan etki orani %93, relaps
orani %67

Once Steroid sonra Azathioprine baslanmasi > yan etki orani %18-38, relaps orani %33-36

Thiopurine methyltransferase (tpmt) aktivitesi

ilac metabolizmasini ve toksisitesini sngdrmek icin yaygin fibrozis olan sirotik hastalarda TPMT
aktivitesi veya genotipi AZA toksisitesini onceden anlamamizi saglar.

Azathioprine metabolitleri 6l¢glimii: 6-thioguanine (6- TGN) and 6-methylmercaptopurine

“""\./ - u
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Q Alternatif ted vi

* Budesonide <§
 Budenoside + Aza %
. Siklospori

ninhibitorleri
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o Refrakter ol ar
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* Mikofenolat mofeti
 Anti B Ienfosit antikor (rituximab)




Relaps

Remisyon saglandiktan sonra transaminazlarda yukselme

%40

Steroidi kademeli olarak arttirilmali

* En énemli.nedeni: tedavi uyum sorunu !

Surekli dusitk doz steroid, alterne steroid tedavisi

Yiksek doz steroid ‘pulse’



S Fulminan karaciger yetmezligi
prezentasyonu

Tedavisi tartismali

Steroid
» septik komplikasyonlar
* 9 cocuktan 4’G steroidle diizelmis, 5’i transplantasyon (steroide ragmen)

» Karaciger biyopsisi-ayirim yapmaz

Otoantikorlarda negatiflik %28.

Ab- ve + vakalarin prognozu ayni.

A\ Anti-LKM-1 + olanlar ve daha kicuk cocuklarda nakil ihtiyaci daha sik.
h
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2 Tedavi ne zaman kesiliyor?

* En az 2-3 yil tedavinin ardindan, en az 1 yil streyle

v’ Transaminazlar normal,
v'IgG seviyeleri normal,

v’ Otoantikorlar negatif veya ANA/SMA icin rodent dokusunda immunflorosan ile titre
maks. 1:20 ise kesilebilir

* Tedavi kesilmeden énce karaciger biyopsisi yapiimali

 Kan testlerir normal olsa da karaciger biyopsisinde residii inflamatuvar
—

=
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degisiklikler varsa relaps kaginiimazdir.



Karaciger nakli

* Bir tedavi secenegi
 Avrupa ve Amerika’da OiHolgularinin %2-5’'nde pediatrik karaciger nakli +

e Tani aninda ya da izlem sirasinda birkac yil icinde nakle ihtiyac duyuluyor.






Kc naklinden sonra OIH, rekktirrensi

Ozenli immunsupresyona ragmen allografta tekrarlayabilir.
Ortalama posttransplant 5. yilda gorilir.-En erken 35.gunde.
Klinik ve histoloji benzer

Kendi karaciger biyopsisi_ile allograft biyopsisi karsilastirilir

Ozellikleri:

* Interestingly, recurrent AlH is reported to develop less frequently in patients transplanted for ALF compared to those with
a.chronic presentation

* Most transplant recipients with recurrent AlIH respond to reintroduction or an increase in the dose of corticosteroids and
azathioprine, which should be implemented as soon as the diagnosis is made.

* In the case of treatment failure, alternatives include addition of MMF in lieu of azathioprine to the standard therapeutic
regimen, replacement of tacrolimus with cyclosporine, and replacement of calcineurin inhibitors with sirolimus.
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RECURRENT DISEASE, PARTICULARLY IF NOT DIAGNOSED AND NOT TREATED PROMPTLY, MAY HAVE SERIOUS
CONSEQUENCES ON GRAFT FUNCTION. IN. THE FIRST-PEDIATRIC REPORT, OF THE 5 PATIENTS WHO DEVELOPED
RECURRENT AIH, 3 PROGRESSED TO END-STAGE LIVER DISEASE REQUIRING RETRANSPLANTATION (157). IN A
SERIES FROM BIRMINGHAM, UK, NONE OF THE PATIENTS WITH AIH-1 WHO DEVELOPED RECURRENCE
PROGRESSED TO GRAFT FAILURE, WHEREAS 80% OF PATIENTS ORIGINALLY TRANSPLANTED FOR AIH-2 REQUIRED
RETRANSPLANTATION (65). FURTHER SUPPORT TO THE NEGA- TIVE IMPACT OF DISEASE RECURRENCE ON
ALLOGRAFT SURVIVAL COMES FROM A UNITED NETWORK FOR ORGAN SHARING DATABASE; OF 174 CHILDREN
WITH AIH-TRANSPLANTED BETWEEN 2002 AND 2012, 19% LOST THE GRAFT BECAUSE OF RECURRENT DISEASE
(169). SUCCESSFUL MANAGEMENT OF RECURRENT AIH RELIES GREATLY ON ITS EARLY DIAGNOSIS AND PROMPT
TREATMENT. AS HISTOLOGIC EVIDENCE CAN PRECEDE CLINICAL EVIDENCE OF RECURRENCE, IT MIGHT BE USEFUL
TO.INCLUDE A FOLLOW-UP LIVER BIOPSY IN THE PROTOCOL FOR THE MANAGEMENT OF PATIENTS

TRANSPLANTED FOR AlH

o



PEDIATIRK KARACIGER NAKLINDEN SONRA De novo
OlIH

DE NOVO AIH AFTER LT AFFECTS PATIENTS TRANSPLANTED FOR DISORDERS OTHER THAN AUTOIMMUNE LIVER DISEASE. ALTHOUGH NONSPECIFIC DEVELOPMENT OF AUTOANTIBODIES OVER
TIME AFTER LIVER TRANSPLANTATION IS COMMON, AFFECTING >70% OF RECIPIENTS (150,176), THE PREVALENCE OF DE NOVO AIH IN CHILDREN RANGES FROM 2% TO 6% (151,152,177-181).
THE CONDITION WAS FIRST REPORTED IN A PEDIATRIC COHORT, AFFECTING 4% OF CHILDREN TRANSPLANTED IN A SINGLE CENTER FOR VARIOUS NONAUTOIMMUNE CONDITIONS (177). THE
PATIENTS DEVELOPED A FORM OF GRAFT DYSFUNCTION WITH FEATURES IDENTICAL TO THOSE OF CLASSICAL AIH, NAMELY, HIGH TRANSAMINASE LEVELS, HYPERGAMMAGLOBULINEMIA,
POSITIVITY FOR AUTOANTIBODIES—ANA, SMA, TYPICAL AND ATYPICAL ANTI-LKM-1(IE, STAINING RENAL TUBULES ONLY)—,AND HISTOLOGICAL FEATURES OF CHRONIC HEPATITIS WITH
PORTAL/PERIPORTAL INFLAMMATION AND CENTRILOBULAR-NECROSIS. OTHER CAUSES OF POST-LT GRAFT DYSFUNCTION, SUCH AS REJECTION, INFECTION, AND HEPATIC ARTERY THROMBOSIS,
WERE EXCLUDED. PATIENTS WITH DE NOVO AIH DID NOT RESPOND TO CONVENTIONAL ANTIREJECTION TREATMENT, BUT ONLY TO THE CLASSICAL TREATMENT OF AIH. NONE OF THE CHILDREN
HAD UNDERGONE TRANSPLANTATION FOR AUTOIMMUNE CONDITIONS AND ALL HAD SERUM CONCENTRATION OF CALCINEURIN INHIBITOR WITHIN THERAPEUTIC ANTIREJECTION LEVELS AT
THE TIME OF DE NOVO AIH DIAGNOSIS. SINCE THAT REPORT, SEVERAL OTHER GROUPS HAVE REPORTED THE OCCURRENCE OF DE NOVO AIH AFTER BOTH PEDIATRIC AND ADULT LT. DE NOVO AlH
HAS BEEN DESCRIBED ALSO AS A COMPLICATION OF LIVING DONOR LT RECIPIENTS (182). IN THE LARGEST STUDY PUBLISHED TO DATE IN CHILDREN, DESCRIBING 41 (5.2%) PATIENTS OUT OF 788
LTS PERFORMED AT A SINGLE CENTER, WHO DEVELOPED DE NOVO AIH, REJECTION AND STEROID DEPENDENCE WERE IDENTIFIED AS RISK FACTORS FOR THE DEVELOPMENT OF THIS
COMPLICATION (181). IN ADULTS, IT HAS BEEN SUGGESTED THAT A HISTOLOGIC PATTERN OF CENTRILOBULAR INJURY CHARACTERIZED BY NECROINFLAMMATORY ACTIVITY WITH PLASMA CELL
INFILTRATION MIGHT PREDICT THE DEVELOPMENT OF THIS CONDITION (183). IN A PEDIATRIC SERIES, THE MOST COMMON HISTOLOGICAL FEATURE OF DE NOVO AIH WAS LOBULAR HEPATITIS,
OFTEN WITHOUT INTERFACE NECROINFLAMMATORY ACTIVITY OR PROMINENT PLASMA CELL INFILTRATES (184). AWARENESS THAT TREATMENT WITH PREDNISOLONE ALONE OR IN
COMBINATION WITH AZATHIOPRINE.OR MMEF IS SUCCESSFUL IN DE NOVO AIH HAS LED TO EXCELLENT GRAFT AND PATIENT SURVIVAL (185). AKIN TO THE RECOMMENDED TREATMENT FOR
CLASSICAL AIH, CHILDREN SHOULD BE .GIVEN A STARTING DOSE OF 1 TO 2 MG/KG OF PREDNISO(LO)NE, WITHOUT EXCEEDING A DAILY DOSE OF 60 MG, IN COMBINATION WITH AZATHIOPRINE
(1-2 MG/ KG); THE STEROIDS SHOULD THEN BE TAPERED FOR 4 TO 8 WEEKS, TO REACH A MAINTENANCE DOSE OF 5 TO 10 MG/DAY. IN THE ABSENCE OF RESPONSE, AZATHIOPRINE SHOULD BE
REPLACED BY MIMF (185). THE IMPORTANCE OF MAINTENANCE THERAPY WITH STEROIDS IN DE NOVO AIH WAS SHOWN IN A STUDY COMPARING TREATMENT WITH AND WITHOUT STEROIDS.
WHEREAS ALL STEROID-UNTREATED PATIENTS DEVELOPED CIRRHOSIS AND EITHER DIED OR REQUIRED RETRANSPLANTATION; NONE OF THE STEROID-TREATED PATIENTS HAD PROGRESSIVE
DISEASE (186).
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\—/ Table ? | Autoantibodies and the differential diagnosis of AlH

Associated diseases use — \) )V —/
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Autoantibody  Autoantigen
ANA Chromatin, ribonucleoproteins
and ribonucleoprotein complexes

AlH, PBC, PSC, DILI, chronic Diagnostic for .ﬁ.JH—‘]:aﬁ:.EI exclusion of other liver disease;
hepatitis B, chronic hepatitis C, _if the ANA 5|::Emﬂ|:tty is against glycoprotein 210 or nuclear
Wilson disease and NAJ:T_D autuantLgEn Sp-100, the diagnosis is likely PBC, not AlH

SMA Microfilaments, such as F-actin AlH, PBC, PSC, DILI, hlipé{ltﬁ B, magmstﬁnr AlH-1 after exclusion of other liver disease

{including anti-F-  and intermediate filaments, such  hepatitis Clelsuud?ieasjE )

actin antibody) as vimentin and desmin NAFLD M\ i R\

Anti-LKM1 Epitopes of CYP2D6 .-MH Ehrﬂnh; hepamh C am:l “" Diagnostic for AIH-2 after exclusion of other liver disease

antibody lothane- mdu:ed hepa.tffls

pANCA B-Tubulin isotype 5, mimicry with NBD an .pﬁtenhally Diagnostic for AIH-1 and, potentially, overlap syndrome
bacterial cell division prutespF‘[ with PSC after exclusion of other liver disease

Anti-5LA O-Phosphoseryl- tRNA{S&c} NH—'irnr AlH-2 Diagnostic of AlH; prognostic for severe disease, relapse

antibody selenium transferase o after withdrawal of immunosuppression and fetal loss

Anti-LC1 Funnimldug#ﬁq{hraég\) 1\,:“" AIH 2 Diagnostic of AIH-2; the autoantibody is specific for

antibody E'fcindﬂaiﬁmase\x\ liver tissue

Anti-LKM3 "\ Earfit by 1 ' AlH-2 and chronic hepatitis D Diagnostic for AlH-2, after exclusion of hepatitis D

antibody :UDP glucumhﬂs}'l,transferases

AMA Fuvate drugenase complex
0;.’;.\ {E it lipoyl domains)

-Anti-LM antibody) Efﬁlmpes. of CYPZABG

Ww /" ASGPR

virus infection

PBC, rarely AlH and potentially  Rarely observed in AlH-1 and might be indicative of

overlap syndrome overlap syndrome

APECED and hepatitis C Diagnostic for APECED, after exclusion of hepatitis C
AlH, PBC, DILI, chronic The autoantibody is specific for liver tissue; detected in
hepatitis B, chronic hepatitis C ~ AlH-1 and AlH-2; prognostic for severe disease, higher
and chronic hepatitis D histopathological activity scores and relapse after

withdrawal of immunosuppression
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