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Abstract: Objective To evaluate the clinical value and significance of flow cytometry immunophenotypic(FCI) detection in the
diagnosis of chronic myelomonocytic leukemia(CMML) and monitoring of the treatment response. Methods The multicolor FCI as-
say and morphology observation method were adopted to detect and evaluate the immunophenotype and morphology of bone marrow
(BM) samples in 109 patients with CMML and 39 follow-up patients. The results were statistically analyzed. Results The BM
monocytes percentage detected by FCI was 15% , which was correlated with morphologic monocytes percentage (r=0. 35, P =
0. 000 3). The monocyte FCI in 96 % patients had changes; the granulocytes dyspoiesis of CMML was 91. 7% observed by FCI,
which was significantly higher than 82. 6% by morphology (y* =4. 10, P<C0. 05). The FCI detection results of CD34" cells in
CMML patients was mean 0. 7% (ranged 0. 15% —11. 60%) ,but their FCI changes were very significant median 7(1—11)]. 91%
patients appeared the primitive blood cells deletion or significant reduce in the first stage. Among 39 follow-up patients, the continu-
ous FCI changes were detected in the CD34 " primitive cells of the BM samples in 35 patients with HMA therapy and 4 cases of
waiting therapy,13 cases of HMA therapeutic response had normal expression of monocyte CD14, while 40. 9% (9/22) patients
without HMA therapeutic response had the monocyte CD14 expression changes (P=0. 030),4 patients receiving hematopoietic
stern cell transplant had normal FCI after transplant. Conclusion CD34" cells, monocytes and granulocytes in CMML patients
manifest multiple FCI abnormality; FCI can differentiate the malignant hyperplasia from the reactive monocytosis, meanwhile can be
used for monitoring the therapeutic response of CMML patients.
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