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The analysis of novel molecular targeted therapy inhibiting S100A4
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We revealed that the Hypoxia Response Element(HRE) existing in -4 to +248 on the region
from promoter to intron in S100A4 gene was important for its over-expression in ovarian
carcinoma cells. Thus, low oxygen environment was considered to up-regulate the
expression of S100A4. Next, we performed the screening of compounds suppressing the
transcription of S100A4 gene using compounds library containing 10,000 kinds of
compound. We found 6 kinds of compound significantly suppressing the transcription of its
gene. These were regarded as a candidate compound for novel molecular targeted therapy.
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