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Abstract

AIM: To investigate the expression of trans-
forming growth factor-f1 (TGF-f1), Smad3 and
Smad? protein in human pancreatic fibrosis as
well as their significances.

METHODS: SP immunohistochemical method
was used to determine the expression of TGF-f31,
Smad3 and Smad? protein in 34 cases of pancre-
atic fibrosis tissues and 15 cases of normal pan-
creatic tissues.

RESULTS: The expression of TGF-B1 and
Smad3 were significantly higher in pancreatic
fibrosis tissues than those in normal pancreatic
tissues (TGF-B1: 79.4% vs 6.7%, P < 0.01; Smad3:
64.7% vs 20.0%, P < 0.01), while the expression of
Smad? was marked lower in pancreatic fibrosis
tissues were than that in normal pancreatic tis-
sues (26.5% vs 73.3%, P < 0.01). The expression
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of TGF-B1 was positively correlated with that of
Smad3 (r = 0.385, P < 0.05), but reversely corre-
lated with that of Smad7 (r = -0.519, P<0.01).

CONCLUSION: TGF-B1, Smad3 and Smad7 may
play distinct intermediate roles in the process
of pancreatic fibrosis. Blockage of TGF-p1 and
Smad3 signaling and/or enhancement of Smad7
signaling may be a new approach in the treat-
ment of pancreatic fibrosis.
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