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[ Abstract)

Schistosomiasis hepatic fibrosis results from excessive deposition of extracellular matrix components

which are produced from the activated hepatic stellate cells in liver. Cytokine network disorder is the essential cause

of the development of schistosomiasis liver fibrosis. Transforming growth factor B1 (TGF-B1) and interleukin 13 (IL-

13) promote fibrosis through hepatic stellate cell membrane-specific receptor. This paper reviews the effects of TGF-
B1 type II (TGF-B1 RIl) receptor and IL-13 receptor a2 (IL-13 Ra2) on hepatic fibrosis.
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