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MICA and MICB are highly polymorphic ligands for the activating 2. MICA/B expression is induced in numerous tumor types 5. IPH4301 mediates potent ADCC by resting 6. IPH4301 overcomes M2 macrophages 7. IPH4301 blocks MICA/B-induced downmodulation of NKG2D on NK and CD8+ T cells and promotes
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