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BFZER R OMEEL (330) : To develop effective cancer immunotherapy, we investigated the
regulation mechanisms of myeloid-derived suppressor cells (MDSCs), a
immunosuppressive cells in tumor-bearing host. We found that MDSCs obtained
suppressive activity by exposing to tumor microenvironment. Blocking of IL-6 signaling by
anti-IL-6 receptor monoclonal antibody eliminated MDSCs and inhibited tumor growth via

anti-tumor T-cell responses.
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