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 Summary & conclusion

١١٠| P a g e

Summary

AML describes a heterogenous group of hematological

disorders characterized by block in the terminal differentiation of

particular hemopoietic cell lineage. The accurate diagnosis of

AML is important for appropriate treatment and management.

Flow cytometric immunophenotyping (FCI) has a well-established

role as a diagnostic modality in acute leukemias, particularly as a

tool for assigning lineage & facilitating further pathologic

classifications.

Diagnostically, detection of CD34 has a central role in the

immunophenotypic identification of abnormal blast populations in

bone marrow, peripheral blood and tissues by flow cytometric and

immunohistochemical analysis. However, not all leukemic blasts

express CD34.

The aim of this work was to study the expression of

podocalyxin in leukemic myeloblasts and whether its detection

can increase the ability to immunophenotypically identify

leukemic blasts compared with detection of CD34 alone. We also

aimed to study the prognostic relevance of Podocalyxin

expression in acute myeloid leukemia patients.

This study was carried out on 30 adult patients newly

diagnosed with acute myeloid leukemia. They were 18 males
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