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SATB1 that enhances growth and metastasis of breast cancer was blocked by siRNA. A
decoy vector for VEGFR-3 (receptor for VEGF-C) reduces VEGF-C function
(anti-lymphangiogenesis) VEGFR-3 decoy but not Satbl siRNA can inhibit mainly lymph
node metastasis on mouse mammary cancer model. The antimetastatic activity of VEGFR—3
decoy may be of high clinical significance.
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