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The significance of ADAM8 on chemoresistance of hematopoietic malignancies
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The aim of this project is to elucidate the molecular mechanisms of
ADAM8-induced chemoresistance in hematological malignancies and to develop the basis of novel
therapeutic strategies. In this project, we conduct the molecular biological experiments based on
cell lines and survival analysis basd on the public databases. This project suggest that ADAM8
modulate the inflamatory signals via the cleavage of inflamatory signal inhibitory receptors,
resulting in the involvement in the chemoresistance. Besides, it would also suggest that high
expression of ADAM8 is associated with poor prognosis in patients with acute myeloid leukemia, as
well as diffuse large B cell lymphoma.
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ADAM8 Is an Antigen of Tyrosine Kinase Inhibitor-Resistant Chronic Myeloid Leukemia Cells ldentified by Patient-Derived
Induced Pluripotent Stem Cells.
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