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Background

 NPM1-m drives leukemogenesis in ~30% of AML cases’

Results (continued)

Table 1. Baseline characteristiCS' R/R NPM1-m AML
Ziftomenib RP2D 600 mg QD

Figure 5. Transfusion independence: R/R NPM1-m AML
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* Here, we present the primary analysis for patients with
R/R NPM1-m AML treated with ziftomenib 600 mg QD in
the pivotal KOMET-001 study (NCT04067336)

Table 2. Response and duration of response:
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In the pivotal KOMET-001 phase 2 study, the primary

* Pooled supportive analyses included 112 patients endpoint was met

(92 from phase 2; 20 from phase 1b)

» Ziftomenib achieved clinically meaningful,
MRD-negative responses in this heavily pretreated
R/R NPM1-m AML population

» As of the data cutoff date (December 20, 2024), Figure 4. OS in all patients (A) and by response type (B)
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date (December 20, 2024) are shown in Table 2 Responders 735744362419171413117 6 5 4 322 2 1 0

17
control rate Ziftomenib combination studies are currently

ongoing in both newly diagnosed and R/R AML
(KOMET-007, KOMET-008)

a24 Patients remained alive at last follow-up, with 9 patients on-treatment.

* For phase 2 patients, median time to CR/CRh (range)
was 2.8 months (1.0-15.0); median time
to overall response was 1.9 months (0.8-3.7)
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Abbreviations

AE, adverse event; ALT, alanine aminotransferase; AML, acute myeloid leukemia; CR, complete remission;
CR/CRh, complete remission with full or partial hematologic recovery; CRc, composite complete remission;

CRh, complete remission with partial hematologic recovery; CRi/CRp, CR with incomplete hematologic or platelet
recovery; ECOG PS, Eastern Cooperative Oncology Group performance status; HSCT, hematopoietic stem cell
transplantation; ITD, internal tandem duplication; m, mutant; MLFS, morphologic leukemia-free state;

MRD, measurable residual disease; NE, not estimable; ORR, overall response rate; OS, overall survival;

PD, pharmacodynamics; PK, pharmacokinetics; QD, once daily; QTc, QT corrected; r, rearranged; R/R, relapsed/
refractory; RP2D, recommended phase 2 dose; TD, transfusion dependent; TEAE, treatment-emergent adverse
event; Tl, transfusion independent; TKD, tyrosine kinase domain.

 CR/CRh rates were comparable across prespecified
subgroups, regardless of prior HSCT, venetoclax, or
FLT3/IDH co-mutations (Figure 3)

* OS of the pooled phase 1b/2 population is shown in
Figure 4
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* Transfusion independence in R'/R NPM1-m AML patients
IS shown in Figure 5
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