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RESUMEN

La leucemia mieloblástica aguda se caracteriza por la extrema proliferación clonal de precursores hematopoyéticos indiferenciados o con 
diferenciación anormal. La quimioterapia está dirigida a la reducción y erradicación de células leucémicas. Sin embargo, generalmente 
se asume que la recaída ocurre gracias a la coexistencia de células residuales, que son resistentes o eluden la terapia.  Durante los 
últimos años, la hipótesis de la célula madre cancerosa ha ganado considerable importancia y podría interpretar este comportamiento. 
Esta teoría persuasiva establece que dentro de un tumor, las células están organizadas en una jerarquía similar a la encontrada en los 

como “células iniciadoras de tumor”  poseen varias propiedades de células madre de tejidos normales. Hace poco se demostró que las 
“células iniciadoras de tumor”  asociadas con la leucemia mieloblástica aguda forman una clase distinta en una jerarquía similar a la 
observada en las células madre hematopoyéticas. Ahora sabemos que en la leucemia mieloblástica aguda el crecimiento y supervivencia 
de los blastos se lleva acabo por los mismos factores de crecimiento que estimulan a las células normales. Más aun, se ha puesto en 
evidencia el papel que juega el factor de crecimiento de la célula madre de tipo membranal y su receptor c-Kit en las interacciones célula-

señales de c-Kit induce combinaciones de muerte celular: autofagia (mecanismo compensatorio hacia la supervivencia) y apoptosis. Los 
inhibidores de c-Kit no sólo reducen la proliferación de células cancerosas sino que también pueden, usados inapropiadamente, deteriorar 
tejidos normales. El propósito de este artículo es revisar algunas de las características importantes de los blastos leucémicos en vista de 
la investigación realizada. En lugar de presentar detalles de varios estudios se intentan indicar áreas generales de trabajo realizado o en 
evolución. Se espera que este ensayo muestre otras oportunidades de investigación en la leucemia mieloblástica aguda.
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ABSTRACT

Acute myeloblastic leukaemia is characterized by the extreme clonal proliferation of haematopoietic precursor cells with abnormal or 
arrested differentiation. Chemotherapy of acute leukaemia is channelled towards the reduction and eradication of leukaemic cells. However, 
relapse is generally assumed to occur in residual host cells, which are refractory to or elude therapy. The cancer stem cell hypothesis 
has gained considerable importance in recent years and could interpret this behaviour. This persuasive theory states that cells within a 
tumour are organized in a hierarchy similar to that of normal tissues, and are maintained by a small subset of cells responsible for tumour 

associated with AML have been shown to comprise distinct, hierarchically arranged classes similar to those observed for haematopoietic 
stem cells. We know now that the growth and survival of blasts in AML are driven by the same growth factors that stimulate normal cells. 
Furthermore, direct evidence of the role of membrane steel factor and its receptor c-Kit in cell-cell interactions and cell survival in primary 

cell proliferation, it also demonstrated that future inappropriate prescriptions could cause normal tissue deterioration. The purpose of this 
paper was to review some of the salient features of leukaemic blasts in support of the proposal that research into neoplasia be increased. 
Rather than presenting the details of various studies, I have attempted to indicate general areas in which work has been done or is in 
progress. It is hoped that this survey of the subject will demonstrate a variety of opportunities for additional research in human neoplasia. 
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Acute myeloid leukaemia (AML) is a heterogeneous 
disorder 
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Table 1. Acute myeloid leukaemia  and related precursor neoplasia 

Acute myeloid leukaemia with recurrent genetic abnormalities

Acute myeloid leukaemia with t(8;21)(q22;q22); RUNX1-RUNX1T1

Acute myeloid leukaemia with inv(16)(p13.1q22) or t(16;16)
(p13.1;q22); CBFB-MYH11
 Acute myeloid leukaemia promyelocytic leukaemia with t(15;17)
(q22;q12); PML-RARA
Acute myeloid leukaemia with t(9;11)(p22;q23); MLLT3-MLL

Acute myeloid leukaemia with t(6;9)(p23;q34); DEK-NUP214

Acute myeloid leukaemia with inv(3)(q21q26.2) or t(3;3)
(q21;q26.2); RPN1-EVI1
Acute myeloid leukaemia with mutated NPM1*

Acute myeloid leukaemia with mutated CEBPA*

Acute myeloid leukaemia with myelodysplasia-related changes

Therapy-related myeloid neoplasia

Myeloid sarcoma

Myeloid proliferations related to Down's syndrome

Transient abnormal myelopoiesis

Myeloid leukaemia associated with Down's syndrome

Blastic plasmacytoid dendritic cell neoplasm

*Provisional entities. 
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Figure 1. Both CD34+ and CD13+ cells express SCF. Primary AML 
blasts (AML 32) were stained with CD34 or CD13 (IgG1) directly 
conjugated to FITC and the antibody against SCF (7H6, IgG2a) 
followed by a goat antimouse IgG2a coupled to PE. Control cells 
were stained with isotype-matched irrelevant antibodies (MAR18.5, 
IgG2a and MR98, IgG1). The data are representative of two 
independent labelling studies with AML 32 blasts. (Taken from 
Caceres-Cortes et al., Cancer Res. 2001;61:6281-9).
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Table 2. Recently described inhibitors of c-Kit (Continued on page prox)

Compound Half inhibitory concentration 
(IC(50)) 

Chemical structure Ref.

AG-490
(synonym Tyrphostin B42)

IC50 c-Kit 3 μM 15

Dovitinib 
(synonyms TKI258, CHIR-258)

IC50 c-Kit 2 nM 25

Imatinib Mesylate
(synonyms Gleevec, Glivec, 
CGP-57148B, STI-571)

IC50 c-Kit 100 nM 26

Ki8751 IC50 c-Kit 40 nM 27

Masitinib
(synonyms  AB1010, Masivet)

IC50 c-Kit 200 ± 40 nM. 28
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Table 2. Recently described inhibitors of c-Kit (Continued)

Compound Half inhibitory concentration 
(IC(50)) 

Chemical structure Ref.

MP-470 29

OSI-930 IC50 c-Kit 100 nM 30

Regorafenib 

(synonyms BAY 73-4506)

IC50 c-Kit 17 nM 31

Telatinib 

(synonyms BAY 57-9352)

IC50 c-Kit 19 nM 32
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