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WFFER R OMEE  (3530) : Interferon (IFN)-a is one of the most commonly used agents in
immunotherapy for patients with advanced-stage renal cell carcinoma. However, because
of the drug resistance to IFN-a, its benefits are limited. In this study, we evaluated the
expression of hsa-miR-93 or SOCS3-mRNA in renal cell carcinoma cells which resists to
IFN treatment. Among the renal cell carcinoma cell lines which we used in this study,
786-0 cells showed resistance to IFN treatment. The expression of both hsa-miR-93 and
SOCS3-mRNA was significantly higher compared with other cell lines. Suppression of
hsa-miR-93 or SOCS3-mRNA induced sensitivity to IFN in 786-O cells. Especially, down
regulation of SOCS3-mRNA enhanced STAT1 activation and anti-tumor activity of IFN,
both in vitro and in vivo, in a human IFN- resistant RCC cell line 786-O. Because IL-6
receptor antibody blocked SOCS3 efficiently, combination therapy using an antihuman
IL-6R antibody with IFN-a may represent a novel therapeutic approach for the treatment
of renal cell carcinoma.
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