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Abstract  Objective: To explore the clinical efficacy and safety of domestic decitabine monotherapy in elder pa-
tients with myelodysplastic syndrome (MDS). Method: From July 2013 to June 2015, we collected the clinical data
of 15 cases of intermediate-risk or combined chemotherapy non-tolerable high-risk elder patients with MDS. The
patients received domestic decitabine (25 mg intravenously once daily for 5 days) ,and the efficacy and safety were
evaluated. Result;: Among the enrolled 15 patients, median age was 70 years,including 9 intermediate-risk | patients
and 6 intermediate-risk [ and high-risk patients. All patients at least underwent 3 courses of chemotherapy. Six ca-
ses achieved complete remission, 2 cases achieved partial remission,2 cases was out of component blood transfu-
sion,1 case got stable disease,4 cases was non-remission. The overall response rate was 66. 7%. Of the 6 cases in
whom cytogenetic evaluation could be performed,5 cases achieved completely cytogenetic remission, 1 case achieved
partial cytogenetic remission. Grade [ll to [V hematologic toxicity rate was 73. 3% ,and grade [ll to [V infection rate
was 53. 3%. There was none with grade [l to IV bleeding, severe nausea and vomiting, liver injury. The median fol-
low-up time was 12 (2 to 24) months,1 patient died during the follow-up period. Conclusion: Domestic decitabine
monotherapy shows a promising clinical efficacy and tolerance in intermediate-risk or combined chemotherapy non-
tolerable high-risk elder patients with MDS,
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