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INTRODUCTION

 Myelodysplastic syndromes (MDS) are a heterogeneous group of
nematologic malignancies in older adults, marked by dysplastic
nematopoiesis, cytopenias, and exhibit a dynamic mutational
andscape as the disease progresses.!
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 Emavusertib I1s a potent oral inhibitor of IRAK4, FLT3 (ITD and
TKD), and CLK (1, 2, and 4), conferring preclinical efficacy
advantages when compared with other IRAK4 or FLT3 inhibitors. A
Treatment with emavusertib inhibits the NF-kB and MAPK
pathways, thus offering a potential mechanism to address known
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We present preliminary efficacy of emavusertib in hrMDS patients
with SFm (U2AF1 and SF3B1) at continuous dosing and those at
iIntermittent dosing, including molecular disease characterization.

CONCLUSIONS
>

Emavusertib has an acceptable and manageable safety profile in R/R AML and hrMDS
patients.

Treatment-related adverse events (TRAEs) Grade 2 3 in all patients The mutation profiles of responders indicate that emavusertib may be able to target diverse
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Mutational profiles of patients were documented based on local
testing results. Bone marrow and peripheral blood of enrolled
patients were collected at the baseline and on treatment.
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Note: After discussion with regulatory authorities of investigator-reported AEs, objective laboratory criteria for the determination of rhabdomyolysis were adopted from existing
approved drug labels (CPK >10 x ULN and SCr = 1.5 x ULN). Previously, reported events of rhabdomyolysis were determined by subjective criteria. Using the objective

laboratory criteria, rhabdomyolysis was reported in 1/151 patients.
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