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Results

Background

e Patients with AML or myelodysplastic syndrome (MDS) who have bone marrow blasts of 20% to 30% are
considered by the French-American-British classification as having RAEB-t’

Figure 2. Kaplan-Meier Gurve for 0S in Patients With RAEB-t AML Table 2. Summary of TEAEs in Patients With RAEB-t AML

Table 1. Baseline Demographics and Clinical Characteristics for Patients With RAEB-t AML

e The optimal treatment paradigm for patients with RAEB-t is unclear, as they may be treated as having MDS or AML,
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7+3 (n = 156) RAEB-t, refractory anemia with excess of blasts in transformation; AML, acute myeloid leukemia; ECOG PS, Eastern Cooperative Oncology Group performance status;

, , ! , , , , HCT, hematopoietic cell transplantation; RAEB-t, refractory anemia with excess of blasts in transformation; AML, acute myeloid leukemia; CRi, complete remission
MDS, myelodysplastic syndrome; HMA, hypomethylating agent; CMML, chronic myelomonocytic leukemia; NCCN, National Comprehensive Cancer Network;

with incomplete recovery of platelets or neutrophils; CR, complete remission. e Survival was superior with CPX-351 compared with 7+3 in older adults with newly diagnosed RAEB-t

ECOG PS, Eastern Cooperative Oncology Group performance status; tAML, therapy-related acute myeloid leukemia; AML, acute myeloid leukemia;
MDS, myelodysplastic syndrome; HMA, hypomethylating agent; CMML, chronic myelomonocytic leukemia; CR, complete remission; CRi, complete remission
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FLT3, FMS-like tyrosine kinase 3.

?Included internal tandem duplications and kinase domain mutations.

aDifferences in best response and HCT rates were not significant for this subpopulation.

AML and high-risk disease features, both overall and among patients who underwent HCT
The safety profile of CPX-351 was comparable to that of 7+3 in patients with RAEB-t AML and

e |nthe RAEB-t subgroup, 16 (38%) patients treated with CPX-351 and 13 (37%) patients treated with 7+3
underwent HCT, including 7 with CR and 3 with CRi at transplant in the CPX-351 arm, and 6 with CR and
2 with CRi at transplant in the 7+3 arm

— Median 0S, landmarked from HCT, was not reached with CPX-351 and was 6.28 months with 7+3  Although this analysis was limited by the small subpopulation of patients with RAEB-t AML enrolled in the
(HR [95% confidence interval] = 0.20 [0.05, 0.77)) phase 3 study, these results suggest that CPX-351 should be explored further in related disease groups,
including high-risk MDS

e (f the 309 patients enrolled in the study, 77 patients met the criteria for RAEB-t AML and were treated with
CPX-351 (n =42) or 7+3 (n = 35)

e Baseline demographics and clinical characteristics were generally well balanced between treatment arms

consistent with the overall phase 3 study population,® as well as other reports of CPX-351 in high-risk
AML subpopulations”®

e Key Inclusion Criteria: Adults 60 to 75 years of age; pathologic diagnosis of AML according to World Health
Organization 2008 criteria (=20% blasts in peripheral blood or bone marrow); high-risk/SAML based on prior
cytotoxic treatment, history of MDS or chronic myelomonocytic leukemia, or de novo AML with cytogenetic changes
linked to MDS; ability to tolerate intensive AML chemotherapy

e Key Exclusion Criteria: Acute promyelocytic leukemia t(15;17) or favorable cytogenetics at screening;
prior treatment intended as induction therapy for AML (hydroxyurea permitted); active secondary malignancies
or central nervous system leukemia
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