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Development of an evaluation method based on the elucidation of drug-resistance
mechanisms of leukaemia cells through bone marrow niche cross talk
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In the treatment of acute leukemia patients, drug-resistance after therapy
with chemotherapeutic agents is clinically problematic. The residual disease after the therapy
survives and re-proliferates through bone marrow niche cross-talk. This study was undertaken to
elucidate drug-resistance mechanisms of leukemia cells through bone marrow niche cross talk, and to
development of an evaluation method based on it. Cultured leukemia cell lines with FLT3-1TD showed
collateral resistance to are-C in the presence of fibronectin or G-CSF, which can derive from

stromal cells in bone marrow. This crosstalk can be target of evaluation and interruption for the
overcome.
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Ty AT axsF gt (FN) & FGFR1 ORB FHAR LN, A— 7 T4 UHEFICTH
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