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WFZERC R OMEE (J30) : Melanoma is an immunogenic tumor. On the other hands, it expresses
many unknown immnunosuppressive factors. In this research, we have identified some novel
immnunosuppressive factors expressed by melanoma cells, and revealed that inhibition for
them elicited anti—-melanoma immune—response. Our findings may contribute to developing
an effective treatment for melanoma.
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OF)I\FEH . CD155 is highly expressed by
melanoma tissues and it suppresses the
activation of melanoma specific CTLs via
interaction with TIGIT,
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@ ¥ J\FE 81 . NGFR is up-regulated on
melanoma cells by IFNg stimulation and it
suppressed the tumor recognition by tumor
specific T cells
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