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thorough study about genetics of the disease.

Introduction

Acute Lymphoblastic Leukemia (ALL) is a neoplasm of immature lymphoid progenitors, characterized by clonal
expansion of leukemic cells in the bone marrow (BM). It can affect both children and adults, but is more prevalent
between ages of 2 and 5 years. The majority of ALL cases are aneuploidy or harbor recurring structural chromosomal
rearrangements that are important in initiating events in leukemogenesis and which subdivides between the subtypes

B and T, but that are insufficient to explain the biology and heterogeneity of ALL. For that reason it is necessary a

Methods and objectives
Bibliographic search of reviews and original articles in
databases such as PubMed (NCBI) has been made in order to
accomplish the following goals: present the current situation of]
the disease and how the genetic study has allowed us to
understand the disease as well as the risk stratification, and

develop new therapies.
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Figure 1: Bone marrow aspiration and biopsy from National

Cancer Institute <http://www.cancer.gov> [26/05/2015]
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Figure 3 and 4: Hyperdiploidy (3) and Hypodiploidy karyotype from Quintero M, Rojas-Atencii A, Ruiz A, Gonzalez M, Herrera J, Atencio F, Delgado W, Urdaneta K, Pérez

F, 2003. Anomalias cromosomicas en pacientes venezolanos con mieloma multiple. Scielo. Vol. 44
Figure §: Chromosomal translocation BCR-ABL from Leucemia linfoblstica aguda infanti: Tratamiento (PDQR). Instituto Nacional del Céncer. p. 1-71

Figure 6: iAMP21. A) Partial G-banded karyotypes showing pairs of chromosomes 21 from six patients. In each pair the normal chromosome 21 is on the left and the
abnormal homologue is on the right. B) G-banding and mBAND partial karyotypes of normal left and abnormal right chromosomes 21 from iAMP21 from Harrison C.J, 2009,
Vol. 144, pg. 147-156
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Figure 7. Estimated Frequency of Specific Genotypes of ALL in Children and Adults from Pui C.H, Relling M.V, Pharm D, Downing J.R, 2004.
Mechanisms of disease Acute Lymphoblastic Leukemia. The New England Journal of Medicine. Vol. 350, p. 1535-1548

UIChiaretti S, Zini G and Bassan R, 2014. Diagnosis and of Acute L

Novel alteration Novel perspectives Conclusion
“> Y ALL is the most common and heterogeneous neoplasm in childhood and its also
Early T cell - % affects adults. Early diagnosis is important to perform a good treatment and get
precursor ..
There is no consensus on what complete remission.
I constitutes an optimal treatment Genetics have allowed us to identify a large number of chromosomal alterations
CRLF2 PAX5 ‘/ : Develop less toxic treatments while that are associated with biological features. The genetics alterations has been used
\ - to define B-ALL and T-ALL, prognostic and risk stratification.
Studies have begun to identify a number of Conventional cytogenetic analysis should be a mandatory routine examination.
polymorphisms, such as ARID5B, IKZF1, CEBPE
JAK1/2 y and.CDRNZA, Further genetic study must be carried out to understand the disease and create
specialized treatments.
New epigenetic studies
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