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Decitabine application combined with allogeneic hematopoietic stem cell transplantation for
treatment of acute leukemia progressed from myelodysplastic syndrome

Li Xu-dong, He Yi, Hu Yuan, Xiao Ruo-zhi, Fang Zhi-gang, Zheng Yong-jiang, Liu Jia-jun, Lin Dong-jun

Abstract

BACKGROUND: Acute leukemia progressed from myelodysplastic syndrome is a refractory disease with poor clinical
therapeutic effect, low remission rate and short survival period. Therefore, it is extremely important to explore a new and
effective treatment method.

OBJECTIVE: To investigate the clinical therapeutic effects and complications of decitabine application combined with
allogeneic hematopoietic stem cell transplantation in treatment of acute leukemia progressed from myelodysplastic syndrome.

METHODS: One patient with acute leukemia progressed from myelodysplastic syndrome received two courses of
decitabine application combined with allogeneic hematopoietic stem cell transplantation. Clinical curative effects, the side
effects of decitabine and the complications of allogeneic hematopoietic stem cell transplantation were investigated.

RESULTS AND CONCLUSION: The patient achieved complete remission after two courses of decitabine application
combined with allogeneic hematopoietic stem cell transplantation with infection and myelosuppresison. The patient lived
without disease for 213 days although acute graft-versus-host disease and pulmonary infection occurred after decitabine
application combined with allogeneic hematopoietic stem cell transplantation. These findings suggest that decitabine
application combined with allogeneic hematopoietic stem cell transplantation is an effective method to treat acute
leukemia progressed from myelodysplastic syndrome, and the side effects and complications can be well controlled.

Li XD, He Y, Hu Y, Xiao RZ, Fang ZG, Zheng YJ, Liu JJ, Lin DJ. Decitabine application combined with allogeneic
hematopoietic stem cell transplantation for treatment of acute leukemia progressed from myelodysplastic syndrome.
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Figure 1  Cell morphology of myelodysplastic
syndrome (refractory anemia with excess
blasts) (Wright-Giemsa stainining, x1 000)
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Figure 2 Cell morphology of acute leukemia (M5b)
(Wright-Giemsa stainining, x1 000)
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