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The expression and significance of CTGF, TGF B 3 and their receptors in

fissure tissues of the patients with NSCLP
TIAN Xiao—fei,et al
(Department of Plastic and Burns Surgery, the Children’ s Hospital , Chongging Medical Universty )

[ Abstract] Objective: To explore the association of CTGF, TGF 83 and their receptors(TGF 8 R II \LRP6 )with the generation of
NSCLP. Methods: There were 40 samples in experimental group and 18 samples in control group. The expression of CTGF,TGF B 3 and
their receptors(TGF 8 R I \LRP6 )in fissure tissues of the patients with NSCLP were measured by SP immunohistochemistry and analyzed.
Results: There was no variability for the expression of CTGF between the experimental group and the control group (P>0.05), but
the expression of CTGF receptor( LRP6) decreased in experimental group, compared with that in contro! group (P<0.01). Significant in-
crease in the expression of TGF B 3 was observed in the experimental group(P<0.01), but there was no difference in the expression of
TGF B 3 receptor (TGF B R II ) between the experimental group and the control group (P>0.05). Conclusion: CTGF receptor (LRP6)
and TGF B 3 might have relationship with the generation of NSCLP
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