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The analysis of mechanism for mitochondrial iron accumulation on sideroblastic
anemia model cells
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This study tried to establish model cells for sideroblastic anemia and
analyze for elucidation of the iron accumulation mechanism in congenital sideroblastic anemia (CSA).
To establish model cell, SLC25A38 and GLRX5, a kind of CSA responsible genes, were inserted
mutation its genomic DNA using CRISPR-Cas9 system. And these cells were observed sideroblast after
differentiation. The characters of these mutated cells were similar to ALAS2 mutated cells. As the
analyze for iron accumulation mechanism, the result of induction of DMT1 expression in HA2lowl cells
suggested that iron import may enhance on CSA model cells.
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