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WFFERE R OMEEE (Z3C) @ It was demonstrated that the chemoresistance in hypoxic condition
might be a cause of minimal residual disease in bone marrow after chemotherapy in AML.
We developed a radical treatment of AML with (i)combination of anticancer drugs and
hypoxia specific inhibitory drug, or (ii)combination of anticancer drugs, hypoxia

specific inhibitory drug and CAM-DR inhibitory drugs.
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