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Abstract

Intestinal fibrosis is a serious complication
of many inflammatory bowel diseases and is
mainly caused by excessive proliferation of
intestinal mesenchymal cells and abnormal
deposition of extracellular matrix (ECM).
Transforming growth factor beta (TGF-f) plays
a key role in the development of intestinal
fibrosis. Connective tissue growth factor(CTGF)
is the specific downstream mediator in many of
the important fibroproliferative effects of TGF-p.
TGEF-B-induced CTGF expression is mediated
through several signaling pathways. This
paper reviewed the current knowledge about
the formation mechanism of intestinal fibrosis
and discussed roles of TGF-B/CTGF in this
progression.
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TGF-B/CTGEF {35 5 B 5 1 5L 25 £F 4 5

75T Z PPl fe 5 CTGF, gk, CTGFX
AU X e i, RAET GF-BIAE 4T 4EAb 1
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