Early Results from a Biomarker-Directed Phase 2 Trial of SY-1425 in Acute Myeloid Leukemia (AML) and Myelodysplastic
Syndrome (MDS) Demonstrate DHRS3 Induction and Myeloid Differentiation Following SY-1425 Treatment
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Representative Examples of Biological Activity with Single Agent (Arm 1)

Introductlon Trial Design

Biomarker Assay and Screening

« AML and MDS are related hematological disorders associated with impaired differentiation of myeloid progenitor cells;
overall survival is poor, and new agents are still needed.
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Model for SY-1425 activity in RARA pathway activated AML & MDS
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