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We demonstrated that a novel STAT inhibitor, OPB-31121, strongly inhibited STAT3 and STAT5
phosphorylation without upstream kinase inhibition, and induced significant growth
inhibition in various hematopoietic malignant cells. Investigation among various cell
lines indicated that OPB-31121 is particularly effective on leukemia cells harboring
BCR-ABL, FLT3/ITD and JAK2 V617F, oncogenic kinases depended their oncogenicities on
STAT3/5. Using immunodeficient mice transplantation system, we also showed the
significant anti—tumor effect of OPB-31121 on primary human leukemia cells harboring

those aberrant kinases and the safety on normal human cord blood.
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