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Malignant pleural mesothelioma is refractory malignant neoplasm with extreme

poor prognosis. Recently, anti-programmed cell death (PD)-1 antibody, nivolumab, has been approved
for the treatment of relapsed-MPM, and actually exerts remarkable antitumor effect in certain cases.
Thus, anticancer immunotherapy is expected to be a breakthrough therapy in MPM as well as lung
cancer-.

In the present study, we established mouse subcutaneous MPM xenograft model and showed that
antiangiogenic agent, nintedanib, enhanced antitumor immunity against MPM cells induced by anti PD-1
antibody via through activating cytotoxic T cell not only numerically but also functionally. These

results indicate that antiangiogenic agent is a promising candidate as a novel molecular targeted
therapy in MPM.
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