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The significance of serum TGF-B1 expression in colorectal

carcinoma patients
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Abstract: Objective To investigate the levels of the transforming growth factor-$1(TGF-81) in serum
and the relationship with CEA and tumor stage in order to detect the role of TGF-B1 in patients with color-
ectal carcinoma. Methods Serum levels of TGF-B1 were measured using an enzyme-links¢ immunoabsorbent
assay in 50 consecutive patients with the colorectal and compared with the snes 12 30 healthy volunteers.
Results Serum levels of TGF-B1 in patients with colorectal carcinoma(40. 36 + 17, (0ng/ml) were signifi-
cantly higher than those in the health control group{19. 24-7. 98ng/m1> (P<C0. 01). Serum levels of TGF-
B1 increased with increasing tumor stege {(P-<{0. 05). Sernm levels of TGF-B1 were correlated significantly
with depth of tumor invasion.lymph node retastasis, distant metastasis and serum levels of carcinoembry-
onic antigen(CEA . Serum levels of TGF-B1 tend to increase with increasing CEA (r=0. 392; P<C0. 01).
Conclusion Serum levels of TGF-B1 in colorectal carcinoma patients may be associated with disease progres-
sion.
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