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The suppressive effects of lymphangiogenesis using mouse soluble vascular endothelial
growth factor (VEGF)-C receptor (sVegfr—2) cDNA introduced mouse embryonic fibroblast
cells (C57-sVegfr—2) and Lweis lung carcinoma cells (LLC-sVegfr—2) were evaluated. The
production of svegfr—2 and strong binding effect with VEGF-C in the supernatant of
C57-sVegfr-2 were verified 7n vitro by Western blotting and immune -precipitation
respectively. The lymphangiogenesis was significantly reduced in primary lesion,
followed by inoculation of LLC—sVegfr—-2 into C57 mice, 1n vivo.
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