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A bstract Pham acogenam ics, a new subject aming to elucidate genetic basis for inter individual differences in
regponse on a drug and to predict the safety and efficacy of drugs by the genetic infomation, w hich guides to clinical
individual thergpy, breaks a nev way to gpply drugs rationally to acute leukemia This article revieved the enzymes
related to metabolign, transport and acting point of the drugs used in the treament of acute leukam ia and discussed the
influence of their coding gene’s polymormphisn on drug adverse effects and disease prognosis
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