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Angiogenesis and anti-angiogenic therapy in myelodysplastic syndromes
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Abstract: Myelodysplastic syndromes(MDS) is a heterogeneous group of diseases with bone marrow failure, clonal
proliferation, and high risk transforming to acute myeloid leukaemia, but lack of effective treatments for all patients
leads to a difficult problem for clinicians. Angiogenesis plays a part role in its pathogenesis, which forms more
microvessel niches for MDS stem cells self-renewal and clonal proliferation, so anti-angiogenic therapy may block
the progression of MDS through cutting off interaction between stem cells and microvessel endothelial cells. The
mechanism of angiogenesis regulation on MDS has been referred to by many researchers and clinical trials for
evaluating effects of anti-angiogenic drugs on MDS are carried out now. Though the results may be disappointing,
angiogenesis is still a moving target for treatments and combined therapy consisting of anti-angiogenic drugs may

work in further researchs. This review focused on angiogenesis and anti-angiogenic therapy in MDS, hoping that it

will broad thinking of clinicians and make a breakthrough in treatments.
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