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5g- syndrome is a subtype of myelodysplastic syndrome characterized by a deletion
of chromosome 5933. To elucidate molecular pathogenesis of 5g- syndrome, we focused on ATOX1, a cupper ch
aperone located in the common deleted region of 5933. Frequencies of hematopoietic stem cells (HSCs), mul
tipotent hematopoietic progenitors, and lineage-committed progenitors in the bone marrow were normal in AT
0X1-/- mice, and ATOX1-/- HSCs maintained normal self-renewal and long-term repopulating capacities. Thes
e results suggest that ATOX1 is not essential for HSC function and hematopoietic differentiation, and that
ATOX1 has little, if any, roles in 5g- syndrome.
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