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WZeiERE4 (¥EX) Tailor-made therapy based on pharmacogenomic strategy
for refractory leukemia due to multifactorial drug resistance
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WFER R OBEE (323C) : Tailorrmade therapy based on pharmacogenomic strategy for
refractory leukemia due to multifactorial resistance was explored from the viewpoint of
drug-leukemic cell-human (host) relationship. As a result, circumvention of other
alkylating agent resistance by temozolomide, dual mechanism of glucocorticoid resistance
in GST-M1 positive lymphoblastic leukemia cell lines, enzymatic marker for cytarabine
sensitivity in leukemic cells, pharmacokinetic self-potentiation of idarubicin were clarified.
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