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WFZe R OB (33C) : In this study, we conducted the analyses regarding how does
excessive “free” iron affect the growth and differentiation of hematopoietic cells as
well as the characteristic of hematopoietic stromal cells. In addition, we investigated
the effects of iron overload on the proliferation of MDS clones and the pathological
transformation of MDS. As a result, excessive iron impairs hematopoiesis through direct
effects on hematopoietic cells and indirect effects mediated by stromal cells.
Furthermore, iron overload may induce the selective proliferation of MDS clones during
the deterioration of normal hematopoiesis and may be involved in the leukemic
transformation. These results are significant to reveal the mechanism and treatment of
various hematopoietic disorders in terms of iron—kinetics.
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