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Study on the angiogenic ability of tumor vascular endothelial cells
ZHU Hongmez , et al
(Institute for Viral Hepatitis , Chongqing Medical University)
[Abstract] Objective : To explore the angiogenic ability of vascular endothelial cells in solid tumors. Mezhads : Immunocytochemistry,
reverse transcription polymerase chain reaction (PT — PCR),and two — well co— culture system were used to detect the expressions of
matrix metalloproteinase 9( MMP ~ 9) , transforming growth factor — 1 (TGF — 1), tenascin( TN)and bcl — 2, telomerase activity,
and their ability of both migration and tube formation of ECV304 — SKOV3 cells respectively, which ,as the cell model, had been es-
tablished in our laboratory before. Then their abilities of protein synthesis and adhesion were analysed. Results : The ability to synthe-
size proteins and telomerase activity was enhanced (P < 0.001). Adhesion potential of ECV304 — SKOV3 cells decreased (P <0.
001) . The expressions of MMP — 9 and bel -~ 2 in ECV304 — SKOV3 cells increased ( P<0.05), while TN decreased (P<0.05),as
compared with that of ECV304 cells. The migratory capability of ECV304 — SKOV3 cells was 2. 10 times greater than that of
ECV304 cells (P<0.001). ECV304 — SKOV3 cells formed tubular structures more and longer than did ECB304 cells, when co —
cultured with SKOV3 cells (P <0.01). Conclusion : The results suggest that ECV304 — SKOV3 cells, compared with parental cells

ECV304, survive longer, express and secrete various cytokines and angiogeneic factors stronger,and has greater ability to migrate and

form vascular structure.
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