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Analysis of mitochondrial iron accumulation mechanism on sideroblastic anemia
model cells
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The purpose of this study was to elucidate the mechanisms of mitochondrial
iron accumulation and ineffective hematopoiesis iIn congenital sideroblastic anemia.
RNA-seq analysis revealed that iron import in sideroblastic anemia model cells is not affected by
iron accumulation or decreased heme synthesis, and that iron is at the same level of iron import as
in wild-type cells. Thus, the results suggest that excess iron may accumulate in mitochondria in
model cells with reduced heme synthesis capacity. The results of investigation of ferroptosis also
suggest that under conditions of iron accumulation in sideroblastic anemia model cells, ferroptosis

may occur more frequently than in wild-type cell lines.
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