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WFFER R OMEEE (3532) : Cold shock domain protein A (CSDA) is a DNA-binding protein that
represses angiogenesis and lymphangiogenesis by directly binding to hypoxia response
element (HRE) and serum response element (SRE).This study repots that overexpression of
CSDA significantly inhibits the production of VEGF-A and VEGF-C in murine SCC cells.

And CSDA overexpression inhibited tumor growth and lymphnode metastasis.
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