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A ALL3113 (KMT2A-AFF1 fusion; de novo) G ALL135MD (KMT2A-MLLT1 fusion; de novo)

Introduction

 Chemotherapy resistance and subsequent relapse remain a major cause of childhood
cancer mortality, particularly for infants with KMT2A-rearranged B-acute lymphoblastic
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Figure 2. Ziftomenib potently inhibits Iin vivo leukemia proliferation in KMT2A-
MethOdS C ALL2184 (KMT2A-AFF1 fusion; relapse) rearranged ALL. (A-H) NSG mice were Injected with primary KMT2A-rearranged ALL cells

and passaged for serial engraftment. Tertiary PDX models were treated with 150 mg/kg
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fusion partners.

« NSG mice engrafted with human KMT2A-rearranged ALL cells were randomized to D ALL3103 (KMT2A-MLLTS3 fusion; relapse)

Conclusions & Future Directions
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RN - in combination with multi-agent chemotherapy for children with relapsed/refractory
RCUES F ALL142MR (KMT2A-AFF1 fusion; relapse) KMT2A-R leukemias is planned.
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