FF-10832 combined with Immune checkpoint blockade shows favorable antitumor activity
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Introduction Results

Although gemcitabine (GEM)-based therapies have been used for the 1. Response to single agent 2. Anti-tumor effects of FF-10832 in combination with ICI

treatment of several advanced solid cancers, it doesn’t satisfy the medical .. . . .
needs due to its limited efficacy. It appears that the rapid clearance of GEM Table 1 Tumor growth inhibition rate of single agent in each syngeneic model MBT-2 (GEM sensitive model) EMT6 (GEM partial sensitive model)
IS one of the reasons for poor clinical outcomes and drug resistance;

_ 4 . ) 4 _ N O _ N
therefore, we designed FF-10832, a liposomal gemcitabine, to produce long- TGl rate (%) Cell lines a) with aPD-L1 mAb b) with aPD-L1 mAb ¢) with aCTLA-4 mAb
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to the antitumor situation in addition to the direct effect on tumor cells. , Immune suppressive situation asgsumed mode of action of the Study protocol . GEM partial sensitive EMT6 subcutaneously transplanted syngeneic models. FF-10832 or GEM was
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Fig. 2 a) Seventy-two hours after the administration of Dil-labeled FF-10832, tumor tissue was Fig. 5 In EMT6 model, tumor was harvested and dissociated at 16 or 17 days after treatment initiation. % : x 2 - ® 1 % '
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measured and release rate was calculated in plasma and tumor tissues. (CD3*, CD4*, CD25*, Foxp3*) were identified using cell-specific markers.




