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The clinical analyses of secondly aplastic anemia caused by treating chronic granulocytic leukemia with

busulfan

Yang Lilong(Yang LL),Sun Yanqging(Sun YQ),Ren Shouyi(Ren SY) (Gansu province people hospital, Lanzhou
730000)

ABSTRACT OBJECTIVE:To explore the causes of secondly aplastic anemia caused by taking busulfan and the methods of
taking busulfan safety. METHOD: six patients with chronic granulocytic leukemia who suffered from aplastic anemia after
taking busulfan were observed. RESULTS: The incurrence of secondly aplastic anemia caused by busulfan was associated with
the dose and time of taking drug as well as personel sensitive, CONCLUSION : The incurrence rate of secondly aplastic anemia
will decrease If we treat chronic granulocytic leukemia with busulfan follows the principle of low-dose and long-term using.
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