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Abstract Objective: To improve the diagnosis and therapy of acute promyelocytic leukemia( APL) with posi-
tive PLZF/RARa fusion gene. Method: We reviewed the patients clinical features,laboratory results, treatment and
following up. Result: This patient was diagnosed APL with PLZF/RARaa(+ )by morphologic,immunophenotypic,
histochemistry, genetic and molecular studies. Complete hematologic remission was obtained after induction chemo-

therapy which used arsenic trioxide (ATO) with combined chemotherapy. Until now. the patient was still in
CRI1. Conclusion:; The patient with PLZF/RARga(+ )can achieve CR and prolong the survival time through ATO

with combined chemotherapy.
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