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Introduction

INTRODUCTION

cute myelogenous (myeloid) leukemia (AML) is a

hematologic malignancy characterized by clonal
proliferation of myeloblasts (Deschler and Lubbert, 2006). It
accounts for 15-20% of the acute leukemias in children and
80% of the acute leukemias in adults (Menssen et al., 1995).

Bone marrow (BM) neoangiogenesis plays an
important role in AML, and depends on the interplay of
members of the vascular endothelial growth factor (VEGF)
and angiopoietin (Ang) families (Lee et al., 2007). Studies
comparing the extent of BM neovascularization in normal
and neoplastic BM have demonstrated significantly increased
angiogenic activity in AML (Hussong et al., 2000).
Angiogenesis can be subverted by tumors to allow for their
continued growth and metastasis (Folkman, 1995).

The angiopoietins constitute a family of angiogenic
growth factors, which have been shown to be important
regulators of angiogenesis and vascular stability
(Maisonpierre et al., 1997). Angiopoietin-2 (Ang-2) is the
naturally occurring antagonist to Angiopoietin-1 (Ang-1) and
inhibits Angl-induced activation of Tie-2 receptor (Teichert-
Kuliszewska et al., 2001). Tie-2 is a receptor tyrosine kinase
that is expressed on endothelial cells (ECs) and
haematopoietic stem cells (HSCs) (Jones, 2003). Binding of
Ang-1 to Tie-2 ensures integrity of blood vessels, while Ang-
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