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Progress in drug therapy of myelodysplastic syndrome
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[Abstract] Myelodysplastic syndrome (MDS) is a group of heterogeneous tumors with different clinical course, characterized
by abnormal development of myeloid hematopoietic cells, and manifested as ineffective hematopoiesis and refractory cytopenia.
For low-risk patients, component transfusions and iron removal are the mainstays of supportive care. High—risk patients should be
treated with hematopoietic stem cell transplantation (HSCT) whenever possible. In patients who are not suitable for transplantation,,
demethylating agent can be used. With the development of medicine, new progress has been made in the treatment of MDS,
among which the appropriate dose of demethylating agent and combined chemotherapy regimens are also being further explored.
This article summarized the current treatment options for MDS and the progress in this field.
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™, —T00 T bIARFSE & B, EAFF A oAby 7 2
EARRAE T VENBRS 25 H B2 RO R4,
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A W AR 25 FLT3 5], B iy B 1) 245 4 n 2
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