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Abstract
odysplastic syndrome-refractory thrombocytopenia (MDS-RT). Method : Dose-reduced decitabine was used to treat
3 patients with MDS-RT for the first course: 20 mg/m”.iv 1 h,qd X3 d. Then No. 2 patient went on to get decit-

LIU Zhenzhen
MIAO Miao

Objective: To summarize the experience of dose-reduced decitabine in treating 3 patients with myel-

abine-treatment for 3 courses and No. 3 patient chose immunosuppressive therapy. Result: The platelet count of
No. 1 patient increased from 5>X10° /L to 45X 10° /L after one course treatment and the platelet count of No. 2 pa-
tient increased from 5>X 107 /L to 45X 10’ /L. These two patients both got rid of platelet transfusion and the count
of platelet was stable in the following 6 months. No. 3 Patient still depended on platelet transfusion and trans-
formed into AML-M; in the next 5 months. Conclusion: Dose-reduced decitabine treating MDS-RT may ameliorate
platelet transfusion dependence and thrombocytopenia. while its side-effect is not serious. Moreover, the efficiency
of decitabine need to be tested in large sample study.
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