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Abstract: Objective To study the cyclooxygenase (COX-2) ,nuclear factor-kB (NF-kB) and vascular endothelial growth factor
(VEGF) expression and clinical significance in triple negative breast cancer. Methods From January 2010 to December 2014, breast
cancer treatment in our hospital 100 patients for the study,50 patients with triple negative breast cancer,50 cases of non-triple neg-
ative breast cancer was detected by immunohistochemistry,100 cases of breast cancer were detected by immunohistochemistry in or-
ganizations COX-2,NF-kB and VEGF expression of lymphatic vessel invasion and lymph vessel density and D2-40 mark detection,
statistical analysis of relevant clinical and pathological information. Results COX-2 in triple negative and non-triple negative breast
cancer were 76 % ,70% ,the difference was not statistically significant (P>>0. 05), VEGF triple negative breast cancer and non-triple
negative breast lesions in cancerous lesions positive expression rates of 60% and 36 % ,respectively, which had significant difference
(P<C0.05). NF-kB in triple negative breast cancer lesions and non-triple negative breast lesions positive expression rate was 66 %
and 32 % , respectively, which had significant difference (P<C0. 05). Triple negative breast cancer NF-xB and VEGF, COX-2 and
VEGF expression was significantly positively related to breast cancer. Conclusion Radiation and chemotherapy is a major means of
triple negative breast cancer postoperative treatment, while inhibiting the NF-«¢B, the expression of VEGF and COX-2 is expected to
become the new target for treatment of triple negative breast cancer,is worth exploring.
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