Emetine induces chemosensitivity and reduces clonogenicity of
acute myeloid leukemia cells

Supplementary Material
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Supplementary Figure 1. HL-60 cells resistant to chemotherapeutics. Cell viability at different Ara-C doses

(pM) for 24 h. Blue, Ara-C resistant cells; black, parental cell line.



Emetine

Supplementary Figure 2. Emetine structure. Chemical structure of Emetine.
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Supplementary Figure 3. Emetine treatment does not affect the protein profile in HL-60 cells. HL-60
cells were treated with Emetine and proteins were extracted. A. Protein concentration measured by BCA is
represented. Bars correspond to the mean value of triplicates and error bars correspond to SEM. B.

Coomassie-staining profile of control and emetine-treated cells. A representative gel is presented.
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Supplementary Figure 4. Emetine treatment spares healthy bone marrow cells. Mature normal bone

marrow cells were treated at different concentrations of emetine (1.5, 15, 150 nM). Cell viability was analyzed

by flow cytometry at day 1 and 3 after treatment.



Supplementary Table 1. Genes upregulated during vitamin D3-induced differentiation.

Supplementary Table 2. Genes downregulated during vitamin D3-induced differentiation.

Supplementary Table 3. AML patients’ characteristics.
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Supplementary Table 4. Primer sequences.

Primer Sequence

GAPDH forward GTGGACCTGACCTGCCGTCT

GAPDH reverse GGAGGAGTGGGTGTCGCTGT

PU.1 forward GGGGTGGAAGTCCCAGTAAT

PU.1 reverse ACGGATCTATACCAACGCCA

C/EBPa forward | TTGCTGCCTTCCTTTCCTACTGC

C/EBPa reverse | GCTGGAGAGGATGGACTTACTTGA

ABCB1 forward CCCATCATTGCAATAGCAGG

ABCB1 reverse TGTTCAAACTTCTGCTCCTGA

Bcl-X forward GAGGCAGGCGACGAGTTTGAA

Bcl-X reverse TGGGAGGGTAGAGTGGATGGT




