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Rheum Dis Clin Morth Am. 2013 Feb:44(1):65-87. doi: 10.1016/j.rdc.2017.09.008.

Rheumatic Manifestations in Autoimmune Liver Disease.

selmi ¢!, Generali E2. Gershwin ME>.

@ Author information

Abstract
Autoimmune liver diseases coexist with rheumatic disorders in approximately 30% of cases and may also share pathogenic mechanisms.

Autoimmune liver dizeases result from an immune-mediated injury of different tissues, with autoimmune hepatitis (AlH) targeting hepatocytes,
and primary biliary cholangitis (FBC) and primary sclerosing cholangitis targeting cholangiocytes. Sjogren syndrome is diagnosed in 7% of
AlH cases and serologic autoimmunity profiles are a common Iaboratory abnormality, particularly in the case of serum antimitochondrial
(FBEC) or anti-iver Kidney microsomal antibodies (AlH). Therapeutic strategies may overlap between rheumatic and autcimmune liver
diseases and practitioners should be vigilant in managing bone loss.

Copyright @ 2017 Elsevier Inc. All rights reserved.
KEYWORDS: Autoantipody; Autoimmune comorbidity, Cholangitis; Hepatitis; Immune tolerance; Methotrexate; Osteoporosis; Personalized medicine

PMID: 29149928 DOI- 10101640 rdc 2017.09.008
[Indexed for MEDLIME]  Free full text
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Table 1. Senmm autoantibodies in autoimmmme liver dizeases.

Amntibody Liver dizease Prevalence
AMA ATH Homogeneous pattern 34-38%, speckled 21-34%
FBC Muclear pore complex targeting gp2 10 and mocleoponin pd2, nmiltple
mmclesr dots targeting S5pl0d — 50-T0%:
BSC 20%
ShiA ATH 1%
PSC 0-73%
LFM 1 Type 2 ATH
LC1 Type 2 ATH 50%s, only antosntbody in 10%% of cases
pAMCA ATH -
PSC 33%
SLATP ATH 10-30%
LFM 3 Type 2 ATH
ASGPR ATH 0%
FBC
AMLA ATH ong
FBLC o0-050g
ACH ATH 0-23%3
FBLC D-30%:
Anf-dsDMA ATH 23-34%
FBC 0-22%
Bheurnatoid Factor ATH 1%
Anfi-Histones ATH 35%
And-BoS5A ATH 26%
FBLC 10-28%
Ang-Tas5B ATH 4.3%
Ang-CCP ATH 025
Anti-cardiolipin ATH 0%
I=GTehd FBLC Ish 75%
And-miclecsome ATH 21.7%
FBC 14.2%
BSC 20%
Ang-BEMNEP ATH B.6%
BSC 5%
And-Sm ATH 4.3%
Ant-ribosomal P ATH 4.3%
PSC 5%
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The risk of liver cancer in autoimmune liver diseases.

Lieo Al de Boer vS2, Liberal R3. Colomba M¥.

@ Author information

Abstract
Hepatocellular carcinoma (HCC), the dominant primary malignancy of the liver, has almost invariably a fatal outcome that can be averted only

by early diagnosis and treatment. While the close association of HCC with chronic viral hepatitis and alcohol abuse has impacted favourably
on screening and treatment of this deadly tumour, at the same time it has long obscured the etiologic role of autoimmune liver diseases.
Recently, a systematic analysis of 25 published cohorts disclosed 2 3.1 x 1000 patients/year incidence of HCC in autoimmune hepatitis
patients that tripled in those with cirrhosis. HCC is also a sequela of primary biliary cholangitis, where the incidence is more relevant in males,
those with advanced liver disease and nonresponders to ursodeoxycholic acid therapy. Cholangiocarcinoma (CCA), the second ranking
primary cancer of the liver, is also on the rise with its intrahepatic pattern, in part reflecting an association with chronic liver diseases of
diverse astiology. In the USA and northern Europe, perihilar CCA Is a frequent complication of primary sclerosing cholangitis, a cholestatic
disorder thought to be immune mediated. International Guidelines clearly recommend HCC screening with abdominal ultrasonography every
& months in autcimmune cirrhotic patients. While surveillance of patients with autoimmune liver disorders who are at risk of HCC affects both
early diagnosis and radical therapy of this tumour, this is not the case for CCA, where early diagnosis is challenged by the lack of sensitive
and accurate tests for screening.

KEYWORDS: autoimmune hepatitis; autoimmune liver diseases; cholangiocarcinoma; hepatic cancer; hepatocellular carcinoma; primary biliary cholangitis;
primary sclerosing cholangitis
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Table 1. Incidence and risk factors for hepatocellular carcinoma.?-4 Almost 90% of HCCs are associated with a
known underlying risk factor,5 with cirrhosis being the most important. Cirrhosis might be caused by chronic
viral hepatitis, chronic alcohol abuse acquired, inherited metabolic diseases, NASH, and rare diseases like
AILD. The presence of cirrhosis in any of these aetiologies significantly increases the risk of HCC.

'\aﬂu

Liver disease Liver status % per year References
HBV Noncirrhosis  0.4-0.6 Yang etal.®
Cirrhosis 2.6-6.0 loannou et al.7; Beasley et al.®
HCV Noncirrhosis 0.1 Yoshida et al.?
Cirrhosis 3.0-8.0 loannou et al.7; Sangiovanni et al.'%; Lok ef al.™
ALD Cirrhosis 2.6-6.8 Mancebo et al.'?; Nahon et al.'?
Haemochromatosis Cirrhosis 5.0 Deugnier et al.'4; Fracanzani et al.'®
AILD Cirrhosis 0.2-1.8 Tansel et al.'é; Trivedi et al.’?
NASH Cirrhosis 2.6 Schlesinger et al.'®; Calle et al.'?; Younossi et al.?°

AILD, autoimmune liver diseases; ALD, alcohol liver disease; HBV, hepatitis B virus; HCC, hepatocellular carcinoma;
HCV, hepatitis C virus; NASH, nonalcoholic steatohepatitis.
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