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How to Integrate Molecular Findings into Clinical Practice in

Myelodysplastic Syndrome

Chantana Polprasert

Abstract:

Myelodysplastic syndromes (MDS) are heterogeneous disorders which manifest various clinical features.
Some patients present with indolent behavior but some progress to acute myeloid leukemia. Patients with MDS
present with cytopenia(s), dysplasia of blood cells and approximately half of them showed abnormal cytogenetics.
Next generation sequencing (NGS) revealed somatic mutations in MDS which involved in various mechanisms
of pathogenesis. Somatic mutations have an impact on many steps of disease management from diagnosis and
prognosis to treatment plans. This article will conclude utility of molecular information to clinical practice in

MDS patients.
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Table 1 Gene mutations in myelodysplastic syndrome’
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Table 2 Comparison of spectrum between myelodysplastic syndrome and other causes of cytopenia®

Non-clonal ICUS CHIP CCUS Lower risk MDS  Higher risk MDS
Clonality - + + + +
Dysplasia - - - + +
Cytopenia + - + + +
BM Dblast% <b <b <b <b <19
Overall risk Very low Very low Low (?) Low High

ICUS, idiopathic cytopenia of undetermined significance; CHIP, clonal hematopoiesis of indeterminate potential;

CCUS, clonal cytopenia of undetermined; MDS, myelodysplastic syndrome
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