Combination of NKTR-255, a polymer conjugated human IL-15, on efficacy of CAR T cell immunotherapy

In a preclinical lymphoma model
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Figure 4: Raji lymphoma bearing NSG mice treated with NKTR-255 and CAR T cells have decreased

tumor burden and increased survival. (A) Raji bearing NSG mice received CAR T cell infusions on DO First in human dose escalation NKTR-255 monotherapy trial is actively H"ﬁ
followed by 0.3mg/kg of NKTR-255 starting on D-1, D7 or D14 then weekly (5 mice/group). (B) Tumor burden enrolling at selected sites (NCT04136756). E-.

was assessed by weekly bioluminescent imaging. (C) Tumor radiance. (D) Survival.
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