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Background
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Here we assessed the ability of each ligand (alone 4 — 157 o ULBP-1 both IFN-y and IL-13 (Figure 5A and B
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FIGURE 3: Recombinant NKG2D-ligands bind to NKG2D % 10, flliely to impact NKG2D activity in the patient

Expression of MICA/B, MICB, ULBP2/5/6 and CAR T cells with different affinities
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