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Figure 7: Detection of cell death induction after LQB-223 treatment of acute leukemias cells by: A) Anexin V/Pi detection; B) Apoptotic
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Figure 8: Scheme of the biochemical experimental protocol used to: A) identify topoisomerases inhibitors; B) differentiate inhibitors from DNA
intercalators
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Figure 4: Development and characterization of acute leukemias resistant cells. Acquired resistance to: A) etoposide (V-16); B)
anthracyclines: daunorubicin, idarubicin and doxorubicin.
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Figure 5: Evaluation of the multidrug resistance (MDR) phenotype of acute leukemias cells by: A) Pgp expression levels; B) Pgp drug efflux transport activity; C) SAO DE GOVERNO FEDERAL
Topoisomerase | and |l proteins expression levels; D) Topoisomerases-targeted microRNAs expression levels.



