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Vascular endothelial growth factor-C expression in triple-negative breast cancer and its significance
HAN Xiao-rong » GAO Hong-yi, WU Kun-he ., ZHANG Jiang-yu . HE Qiu-yuan. Breast Center .,
Guangdong Maternal and Children Hospital » 510010 Guangzhou , China

[Abstract] Objective To detect the expression of vascular endothelial growth factor-C (VEGF-
C) in triple-negative breast cancer and its significance. Methods The expression of VEGF-C in triple
negative breast cancer was detected using immunohistochemistry. The correlation between the VEGF-
C expression and the clinical pathological characteristics of triple negative breast cancer was observed.
Rank sum test was used for comparison between numeration data. Results The expression of VEGF-C
was correlated with tumor size, stage, lymph node status and histological grade (P<C0. 05), but not
correlated with the patients age and the state of menopause(P>>0.05). The expression of VEGF-C in
patients with large tumor, late stage and high histological grade was stronger than in patients with
small tumor, early stage and low histological grade; and stronger in patients with positive lymph node
than in patients with negative lymph node. Conclusions VEGF-C may play a role in tumor growth,
progression and metastasis in triple negative breast cancer.
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