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I have investigated the direct effects of antiangiogenic agents on tumor cells, and revealed that
treatment of cancer cells with vascular endothelial growth factor (VEGF)-targeting agents, including
avastin and VEGF receptor multi kinase inhibitor, induced novel protein-non-coding RNAs.
Overexpression of these non-coding RNAs made tumor cells resistant to anticancer drug- and
hypoxia-induced apoptosis.

In this research project, | developed two efficient siRNAs targeting novel tumor-promoting
non-conding RNAs (ncRNAs). | evaluated efficacy of those siRNA on tumor cells and xenograft tumors.
Knockdown of ncRNAs increased apoptosis of tumor cells by cytotoxic anticancer drugs (5-FU,
cisplatin, etoposide). Furthermore, knockdown of ncRNAs in xenograft tumors enhanced antitumor
effects of those cytotoxic anticancer agnets.
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