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Abstract Objective: To assess the clinical value of immunophenotyping for myelodysplastic syndrome (MDS)
patients. Method : Analysis was performed on 48 bone marrow (BM) samples of MDS patients. Immunophenotyping
was based on a primary gating of blast cells,monocytes,and granulocytes according to CD45 antigen expression and
side scatter light diffraction. Immunophenotypic hierarchical clustering was performed to analyze the results. Re-
sult; The most discriminating markers were CD11b,CD13,CD33,CD34 and CD117. Positive expression of CD34,
CD117,CD13 and CD33 was more frequent in RAEB1 and RAEB2 patients than in RCMD patients. The expression
of CD34 was positively related to IPSS score. Conclusion: Immunophenotype of MDS patient is valuable for evalua-
ting severity and predicting outcome.
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