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Clinical observation on the treatment of myelodysplastic syndrome with single lineage dysplasia by dose-reduced
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Abstract Objective: To observe the clinical effect of dose-reduced decitabine in the treatment of patients with myelo-

decitabine

dysplastic syndrome with single lineage dysplasia (MDS-SLD). Methods: Clinical data of 12 cases of MDS-SLD were collect-
ed, and all patients were treated by dose-reduced decitabine (15 mg/m’* intravenously once daily for 5 days). The efficacy
and side-effects of therapy in these patients were evaluated. Results; Of all 12 patients, 2 cases (16.6% ) achieved com-
plete remission (CR), 1 case achieved partial remission (8.3% ), 5 cases (41.6% ) achieved hematologic improvement
(HI), and the overall response rate (ORR) was 66. 6% . Of the 5 cases in whom cytogenetic evaluation could be per-
formed, 1 case (20.0% ) achieved partial cytogenetic remission. Grade [V hematologic toxicity rate was 50.0% , and grade
IM-1V infection rate was 33.3% . No grade I[-IV bleeding, severe nausea and vomiting ( grade I[-IV) and liver injury ( Il -
IV) occurred. The median follow-up time was 16 months (2-32 months). At the end of follow-up, no patients were dead.

Conclusion; In the treatment of MDS, the rate of CR and PR was high, and the incidence of adverse drug reactions was low.
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