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Clinical analysis of 28 cases of pediatric myelodysplastic syndrome

XI Wei-Bo, WANG Dao, LIU Yu-Feng. Department of Pediatrics, First Affiliated Hospital of Zhengzhou University, Zheng-
zhou 450052, China (Liu Y-F, Email; lyf6012@ tom. com)

Abstract: Objective To explore the clinical features, diagnosis and treatment of pediatric myelodysplastic syndrome
(MDS). Methods Twenty-eight children with MDS between January 2006 and March 2012 were enrolled in the study.
Clinical symptoms, signs, laboratory examinations, treatment and outcomes were retrospectively studied. Results Anemia
(96% ), bleeding (68% ), fever (68% ) and hepatosplenomegaly (61% ) were main clinical manifestaions in the 28
patients. Three cases (11% ) converted into acute monocytic leukemia ( M5 ), erythroleukemia ( M6 ) or acute
megakaryocytic leukemia ( M7 ) one to two months later. Bone marrow proliferation mainly demonstrated as active or
obviously active. One or two lineages of hematopoietic dysplasia were mostly observed in all 28 cases and obvious iron
metabolism disorders were found in these patients. Cytogenetic abnormalities were detected in 45% of the 28 cases, most of
which were numeral chromosome abnormalities. T cell, B cell and NK cell numbers decreased, Th cell numbers
decreased, Ts cell numbers increased and Th /Ts inversed. Eight cases gave up treatment when confirmed. Of the 8 cases
receiving symptomatic and supportive treatment alone, one was lost, one showed disease stability, and the remaining 6
cases showed disease progression. One patient who underwent induced differentiation and one who received hematopoietic
therapy showed disease progression. Ten patients underwent chemotherapy. Two cases had no bone marrow remission after
single agent chemotherapy. Of the 8 cases who underwent multi-drug combination chemotherapy, 4 cases achieved partial
or complete remission of bone marrow. Conclusions Pediatric MDS is characterized by a lack of typical clinical
manifestations, and a high rate of conversion to leukemia. Bone marrow proliferation is mainly active in children with MDS.
One or two lineages of hematopoietic dysplasia is common. Among the cytogenetic abnormalities, numeral chromosome
abnormalities are common. Obvious iron metabolism disorders and abnormal cellular immunity are found in children with
MDS. Multi-drug combination chemotherapy appears to slow the course of the disease.
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