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Abstract

We previously identified a special AT-rich sequence-binding protein 1 (SATB1)— a global chromatin
organizer, as a lymphoid-lineage-inducing gene in Hematopoietic stem cells. SATB1 is involved in the tissue-
specific organization of DNA sequences, regulation of gene expression, and designation of region- specific
histone modifications. Moreover, during early erythroid development, SATB1 may regulate the expression of
globin genes. Therefore, we launched a new research project exploring the roles of SATB1 in erythroid
differentiation using the chronic myeloid leukemia cell line K562. First, we evaluated the fundamental traits of
K562 cells and confirmed that K562 cells more readily differentiated into erythroid cells at a hemin
concentration of 60 uM than of 30 uM. Next, we assessed the effects of a tyrosine kinase inhibitor, imatinib,
on K562 cell proliferation in vitro. At imatinib concentrations of 1 and 10 uM, K562 cell proliferation was
markedly suppressed. Currently, we are attempting to establish SATB1-knockout clones of K562 cells through
genome editing. In future research, we intend to evaluate the roles of SATB1 in erythroid differentiation using

SATB1-knockout K562 cells.
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FA 1, 7 a<F SHESF SATBL OFRIMERTALIZ B 5 1% E % BT 5 7260, K562 #l
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K562 Mg D ARIMER L E . NEZ7 B Y GRETREL LT T/ (N DTV V), R
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RNA ffi i {Z. RNeasy Mini Kit (QIAGEN) # HI V., cDNA 4 J% lZ. QuantiTect Reverse
Transcription Kit (QIAGEN) % FI\»C47 - 72, ) 7V % 4 & PCR I%, QuantiTect SYBR
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12y RIMERRNO L E FHES 2 2 L ST b, K562 (28175 SATBI / v 7 T
MEy AT =TI L DRMIANOGACF R MO OB RIZTWREYNS 5. £
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