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Abstract: Dendritic cells (DCs) , as key regulatory cells in the immune system, play a significant role in the pathogenesis of
autoimmune diseases. This article reviews the mechanism of action of DCs and related research advances in autoimmune liver
diseases (including autoimmune hepatitis, primary biliary cholangitis, and primary sclerosing cholangitis) and autoimmune
pancreatitis. By summarizing the functions and heterogeneity of DCs in these diseases, this article reveals the crucial role of DCs in
the imbalance of immune tolerance and chronic inflammation. Related research findings provide an important basis for a deep
understanding of the role of DCs in autoimmune liver diseases and autoimmune pancreatitis and lay a foundation for the

development of precise treatment strategies.
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Table 1 Characteristics and functions of different dendritic cell subtypes
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Figure 1 The main pathogenic mechanisms of dendritic cells in AILDs and AIP
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Table 2 Phenotypes and functions of dendritic cell subtypes in AILD and AIP
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MR RS IL-18 4 S — A 48 R T, 76 ATH i
FAUFFIE A Y DC 4338, 38 33800 Th F1 CD8 AN T 4Hi i,
T L2 g 0 A G . BB Ak, ATH 835 i P DC A9 TL-
18 F IR /KT 2 v, AT o 1L-18 197> A= s Th g vl
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S M R T B RE R, RIS A P R AR 70075 e S
THIMIS R . £ PBCH, DC 58T BEC AYAH HAFE 7T &E
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FE M) WA EAE R AE A 2E PR b & # G ERVE AT T
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XS R A T R 4 4 18 M e AT Ak S 0



1906

G RATRERZEE 4155 94202549 A J Clin Hepatol, Vol.41 No.9, Sep.2025

PEHESCIPE ATP & . BEAN, Th2 A7 0E T 40 i A i
B T 4R M A3 TL-10 TL-13 N TL-21, 5 1gG4 Hiik T+
R SR Tafbr2RO /N B B 5 R, DC PR Gk 2
TGF-B (A A K B )15 538 1% 81 92 117 i 22 88 vy
TEPUF IR AT S8 S T 4R, X T B ATP & A
TR 2 Y 78 18 ATP h, TeGA SR Y 25 T8 51
A A8 56 43 T8 3 (microbe-associated molecular pattern,
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