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Advances in the immunologic mechanism of hepatobiliary fibrosis induced by Clonorchis sinensis
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Medical University ;3. Guangxi University Key Laboratory of Pathogenic Biology)

G B Clonorchis sinensis mainly parasitizes in human hepatobiliary duct, long-term parasitism of C. sinensis in
bile duct will lead to chronic inflammation of hepatobiliary duct, hyperplasia of bile duct epithelium and then fibrosis

around bile duct. This paper reviews research on the immunology of fibrosis caused by C. sinensis infection from the

aspects of innate immunity,adaptive immunity.
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Fig. 1 Different effects of CD4™ Th1/2 cells
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Table 1 The effects of immune cells in liver fibrosis

ﬁﬁjﬁﬁaﬁfﬂ]ﬁﬂ SR T R VALEES ’é‘[ifﬂ’ﬁm SH T

Adaptive Secretory ) Induced Effect of

immune cells factors Species factors fibrosis References
Thl TEN-7,11-12 Mice schistosome - [57]
Th2 1L-4,11-13 Mice schistosome + [58]
Th9 1.9 Mice CCl4 + [59]
Th17 -1, 1017 Mice CCl4 + [60]
Th22 1L-22 Mice CCl4 + [61]
Treg 1L-10 Mice CCl4 - [62]

A7 S A
Ml MMP-1,-9,-13 Mice CCl - [63]
M2a MMP-12 Mice CCl4 + [64]
NKT IL-6 , TNF-« Mice TAA + [65]
T IL-17A Mice CCl + [66]

Neutrophils MMPs Rat BDL - [67]

T TAA BiAC 2 B s CCL4 - 10 fk Tk BDL MR A5 45 41 MMPs. £ 4 J8 26 1A + . R
= AL

Notes: TAA: thioacetamide; CCl4 ; carbon tetrachloride; BDL: bile duct ligation; MMPs; matrix
metalloproteinases; + :advance; — ; inhibition,
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