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Abstract:Objective:To analyze the outcome of aplastic anemia received traditional chinese medicine and CsA combined therapy.
Methods:The clinical data of 42 patients with aplastic anemia(AA) in our hospital from April 2007 to April 2010.42 Patients were divided

into two groups:the control group including 22 patients received CsA therapy only,the treatment group including 20 patients received
traditional chinese medicine and CsA combined therapy.Result: The total effective rate of the control group was 59.1%,and 75.0% of the
treatment group (P <0.05).During the observation,there was 1 patient died of cerebral hemorrhage in the treatment group,and 4 patients
died of serious infection in the contrel group.Conclusion: The outcome of patients received traditional chinese medicine and CsA combined

therapy is better than the outcomes of patiens who received CsA therapy. So the combined therapy is worth to make more widespread.
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