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Study on the mechanism of anti—angiogenesis and tumorigenesis through

genomic function of nuclear receptor
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I found that ER ligands suppress tumor angiogenesis of androgen independent prostate cancer through

novel non-genomic pathway of ERp, and thereby inhibit tumor growth.

Moreover, | also found that

NF«B is novel target gene of ERB non-genomic pathway, and identified some inhibitory compounds of
NFkB activity. These findings may provide a suitable target for androgen independent prostate cancer

treatment.
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