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INTROD U CTION RES U LTS 2. Base editing in CD34+ hematopoietic stem and progenitor cells (HSPCs) in vitro
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A: In vivo experimental layout. In vivo engraftment of base edited HSPCs followed by MOLM-14 tumor injection in NBSGW mice B: Bioluminescence imaging of humanised NBSGW mice transplanted with
MOLM-14 tumor cells (luciferase+ mCherry+). Mice were treated with CIM053-ADC or saline solution. Survival curve of tumor bearing mice C: FACS plots and D quantification of tumor cells among
human cells (hCD45+ mCD45- mCherry+) and of human non-tumor cells (hCD45+ mCD45- mCherry-) in bone marrow, spleen and blood.
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