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Table 1. Key inclusion and dosing criteria Figure 3. Study Deposition Figure 4. NKTR-255 improved Complete Response Rate at 6 Months based on central review
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Background

_ NKTR-255
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Conclusion

Efficacy response was measured by Blinded Independent Central Review (BICR).

Table 3. Safety

I I NKTR-255 NKTR-255 NKTR-255 NKTR-255 : :
Figure 2. Study Design : X TRAES; n (%) 1.5 pglkg 3.0 pg/kg 3.0/6.0 ug/kg Combined The combination of FDA-approved CD19 CAR T-cell products and NKTR-255 was safe and well-tolerated
(N=5) (N=3) in patients with relapsed/refractory LBCL.
. el - N Grade 1 or 2 (>1 patient) _
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Consent  Leukapheresis LDC CAR-T Infusion | NKTR-255 or Placebo  Primary Endpoint treatment with CAR-T. Grade 5 (Al lacebo-controls
vp v v | To characterize PD effects on immune cell Guillain-Barre syndrome® 1(20%) 0 0 1(9%) 0 P .
T Manufacturin —— Lona- subsets and plasma cytokines after treatment CTCAE v5 grading criteria; °A fatal AE of Guillain-Barré-syndrome: Neurological symptoms including lower extremity weakness were first observed 7 days after administration of axi-cel and prior to I INi I - I
CAR-T Manufacturing | F%“g\:,irg with NKTR-255 following treatment CAR-T. first infusion of NKTR-255 (1.5 ug/kg). Prior to randomization, the patient experienced G1 CRS and G3 ICANS with mild confusion and difficulty finding words 8-9 days after CAR T infusion. 21 days Further StUdleS are Warranted tO explore the C||n|Ca| beneflts Of NKTR 255 as an adjuvant treatment tO
Per label Starting Day 14 (+7) post 6 Months N / following CAR T-cell infusion, NKTR-255 was administered based on resolution of AEs and fulfillment of eligibility criteria. Analysis of CAR-T cellular expansion and safety cytokine panel did not - ' - ' ' I I
AR T-cell therapy and a broad range of cellular therapies. NKTR-255 is currently being studied in

prior to CAR-T CAR-T cell infusion

Clinicaltrials.gov Identifier: NCT05664217

indicate any persistent cellular re-expansion or up-regulation of MCP-1, interferon gamma or IL-6. To assess the potential relationship of the grade 5 event, an independent DMC reviewed the case
with a final decision that NKTR-255 had no causality to the event.

combination with Tumor-infiltrating-lymphocyte (TIL) cell therapies (NCT05676749).
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