Acute myeloid leukemia shows reduced growth rates
after chemotherapy
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Acute Myeloid Leukemia (AML)

Abnormal proliferation of cells from the
myeloid lineage in the bone marrow

High relapse frequency after chemotherapy

High intratumoral heterogeneity

Ding et al. (2012), Nature

Research question

Which molecular changes
characterize tumor cells during
AML progression and relapse
under repeated chemotherapy?

Patient derived xenografts (PDX)
Engraft primary tumour cells into immuno-
deficient mice

Monitor tumour burden by in vivo imaging
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Experimental design Decline of growth rate after
multiple rounds of treatment
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bioluminescence measurements in PDX mice
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scRNA-seq: changes in the transcriptome and cell composition Conclusions
directly after chemotherapy
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o Upregulation of immune signalling

o Downregulation of ribosomal and translation Slow-down in growth rates induced by
associated genes repeated chemotherapy treatment is
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