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Correlation research of morphology and immunological typing in acceleration phase
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[ Abstract |

Objective To explore the characteristics of morphology and immunology in acceleration phase and blastic phase

of chronic myelogenous leukemia(CML). Methods Seventy-three cases of CML-BP bone marrow specimens were respectively con-
ducted the morphology and related cell chemical dyeing observation for determining the FAB type. Flow cytometry was used to de-
tect series immunological related antigens. Results Among 73 cases of FAB typing,there were 44 cases of CML-AML,21 cases of
ALL and 8 cases. 21 cases CML-ALL patients In the immunophenotyping by flow cytometry,among 21 cases of CML-ALL, there
were 19 cases of B-ALL,2 cases of T-ALL.moreover 12 cases contained myeloid marker. Among 8 cases CML-HAL, the immuno-
phenotypes were 6 cases of B+My and 2 cases of T+ My. Among 44 cases CML-AML, 15 cases contained T cell marker,and 2cases
contained B cell marker,other cases had no cross-lineage expression. Among 73 cases of CML-BP, 29 cases conducted the flow cy-
tometry detection in the acceleration phase,in which 16 cases urgently changed to AML,and 13 cases to non~AML(9 cases of ALL
and 4 cases of HAL). Among non-AML cases, 2 cases had the simultaneous existence of myeloid primitive cells and precursor lym-
phocyte in the acceleration phase and other 9 cases were myeloid primitive cell or accompanied by lymphocyte marker. Conclusion
Flow cytometry has a certain implication role for the direction and differentiation diagnosis of CML-BP.
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