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Abstract ; Objective

factor receptor-2(HER-2) and vascular endothelial growth factor-C(VEGF-C) in breast cancers,and the relationship between the

To investigate the expression of nuclear transcription factor-kappaB(NF-kB), human epidermal growth
pathological features of breast carcinoma. Methods 59 samples of human breast cancer tissue were esamined for the expression of
NF-«kB, HER-2 and VEGF-C by immunohistochemical SP method. Results
[[ and [l grade,NF-x B positive rates were 28. 6% ,63.0% and 78. 3% ,comparison of | , [[ grade combined and [[[ grade had sta-
tistical significance(P=0. 013). The positive rates of NF-xB and of VEGF-C were 75. 0% and 84. 4% respectively in the lymph-

In the tissues of histological grading of breast cancer [ ,

node metastasis group,which was significantly higher than that of non- lymph node metastasis group(48. 1% and 55. 6% respec-
tively). NF-kB and HER-2 expressions were positively correlated (»=0. 407, P=0. 01), Both NF-k<B and HER-2 were correlated
significantly with VEGF-C(r value were 0. 283 and 0. 251 respectively). Conclusion There was apossitive correation between both
NF-«kB and HER-2 positively correlate with VEGF-C in Breast cancers.
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