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Research advances on autoimmune hepatitis
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Hepatology Division 2, Beijing Ditan Hospital, Capital Medical University, Beijing 100015,
China)

Abstract: Autoimmune hepatitis (AIH) is a necrotizing inflammatory liver disease, which
is mediated by the autoimmune response to liver cells, and is characterized by positive
serum autoantibodies, high immunoglobulin G and (or) y globulinemia, and the presence
of interfacial hepatitis on liver histology. If left untreated, it can lead to liver cirrhosis and
liver failure. In recent years, the morbidity of AIH in China has been increasing year by
year, and it has gradually become one of the important liver diseases affecting the health of
Chinese people except viral hepatitis. In this article, the epidemiology, pathogenesis, clinical
characteristics and diagnosis and treatment plan of AIH were reviewed.

Key words: Autoimmune hepatitis; Pathogenesis; Clinical characteristics; Diagnosis and
treatment plan
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JH A% AR B 1 5 05 DR R ATHYY . 76 BT I 1k i 22
OO R EM (19984 220174F) H1, AIHM#
R RE A TR A A7 2R 5 0 RS A O TR A A A8 R85 A
L, AR T R PERR A YRR ¢ (primary biliary
cholangitis, PBC) JH# A J5 & 1 4k M I %
(primary sclerosing cholangitis, PSC) JHESH ",

ATHAT I B E RJES5HE. 104, 1SERNELAERY
WINT9.4%. 70.8%. 60.3%. HHAMLAAHEL, AIH



FHFRE A R0 B R B i, ARl ot B B B T 3
T MBI RE R . RS R 75 T K b 2
B AT TR, 03 IR R 2 B2 52 AR AL 1
FEATHE R 5 HADR AL, S, BT
B HE R SN R AR AT, [t A R S R AR
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