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Relationship between MT1-MMP and Lymphangiogenesis in breast cancer”
Yao Guangyu' . He Ping* .Yang Mingtian® ,Liu Min feng' ,Ye Changsheng'®
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Pathology,First Af filiated Hospital of Guangzhou Medical College ,Guangzhou,Guangdong 510120 ,China;
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Abstract; Objective To investigate evidence of MT1-MMP involved in breast cancer lymphangiogenesis process,we study the
correlation between expressions of MT1-MMP and VEGF-C, LMVD in breast cancer. Methods The expressions of MT1-MMP,
VEGF-C and D2-40 in 87 patients with breast cancer were detected by immunohistochenical method,and the relationship between
MTI1-MMP,VEGF-C,LMVD and axillary lymph node metastasis were analyzed. Results MT1-MMP, VEGF-C positive expression
and high LMVD were associated axillary lymph node metastasis. The positivity rate of VEGF-C was significantly higher in MT1-
MMP positive patients than that in MT1-MMP negative ones(86. 0% vs 43. 2% ,P<C0.01). The LMVD was significantly higher in
MT1-MMP positive patients than that in MT1-MMP negative ones(30. 2 vs 25. 1,P<C0. 01). Conclusion The expressions of MT1-

MMP is closely related to lymphangiogenesis and lymph node metastasis in breast cancer,and may be an important factor involved

in breast cancer lymphangiogenesis.
Key words: MT1-MMP; VEGF-C; LMVD; breast cancer
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