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Elucidation of erythroid differentiation using fsn mice
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Developing erythrocytes undergo a process of enucleation, which expells the
nucleus out of the cell. To overcome a problem of inefficient enucleation of erythroblasts under the
culture conditon, which is a major hurdle against establishing an industry-scale erythrocyte
production, elucidation of molecular mechanism of enucleation may be required. We performed
experiments to analyze function of Ttc7 gene, which is the causative gene of flaky skin (fsn) mice,
a mutant strain with abnormal erythrocyte differentiation and enucleation. We found that erythroid
differentiation is abnormal in the bone marrow of fsn mice. We could isolate and maintain
extensively self-renewing erythroblasts (ESRE) from the fetal liver of fsn mice, which could
enucleate under culture as efficiently as the wild-type ESRE. We identified proteins that bind with
Ttc7 protein.
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