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* Overall, KT-333 was well tolerated with primarily Grade 1-2 Adverse Events (AEs). CO N C LU S I O N S
» The most common AEs related to KT-333 (incidence >15%) were stomatitis, fatigue : L : : : : : :
KEY ELIGIBILITY CRITERIA ( 0) & « KT-333 was well tolerated with primarily Grade 1 and 2 adverse events. Two DLTs occurred in LGL-L patients at DL5, * In CTCL and cHL patient tumors, KT-333 resulted in substantial reduction of STAT3, pSTAT3 and SOCS3.

and ALT increase.

Inclusion Criteria: one DLT was observed in a lymphoma patient treated at DL7, and two DLTs at DL6 (backfill), both observed in cHL

* Induction of IFNy-stimulated genes (ISG) in CTCL tumors suggests a favorable immunomodulatory

e Phase 1a. « Grade 3 AEs related to KT-333 were stomatitis (n=3), acute kidney injury (n=1), patients. response
* Lymphomas (including cHL, B-, T- and NK-Cell lymphoma) or solid tumors relapsed/refractory (R/R) arthralgia (n=1), fatigue (n=1), hematuria (n=1), neutropenia (n=2), platelet count - Dose escalation was completed in September 2024 and 10 patients remain ongoing including 5 cHL patients at DL5-7. |
to at least two prior treatmgnts or Wlth no available standard therapy. decreased (n=1), and weight decreased (n=1) (there were no Grade >3 AEs related to The MTD was not reached and RP2D is 1.1-1.5 mg/kg (DL6-7) for ST/lymphoma patients based on safety/tolerability « Checkpoint protein and STAT3 target PD-L1, overexpression of which is a hallmark of cHL pathogenesis,
e LGL-L/T-PLL: R/R to one prior systemic treatment. KT-333). and PD. was markedly reduced by KT-333 in a cHL patient tumor.
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« DLTs: Grade 3 arthralgia and Grade 3 stomatitis in 2/2 LGL-L patients at DL5 received prior BV and at least one regimen containing a checkpoint inhibitor and two of which subsequently proceeded support further development of KT-333 as monotherapy in cHL and CTCL and in combination with anti-
Exclusion Criteria: « Protocol revised to evaluate dose escalation separately in leukemia patients only at DL3-DL4 to transplant) and 2 PRs; 4 of 9 CTCL patients with 4 PRs; and 1 of 1 NK-Cell Lymphoma (STAT3mut +) with CR by PET. PD1 therapy in cHL and solid tumors.
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