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Abstract Objective To investigate the characteristics of the immunophenotype and the status of signal transduction proteins in a-

cute myeloid leukemia leukemic stem cells (AML - LSCs). Methods

Immunophenotype and P - gp, PTEN,p - Akt,p - ERK of the

AML - LSCs were analyzed by flow cytometry. Normal hematopoietic stem cells (HSCs) were taken as the normal control. Results The

immunophenotype for the HSCs were CD34 *, CD38 ~, CD123 ™,

CDY96 ", CD117 "

, CD44 7" CD33 ™ and CD13 . 72.09% of the HSCs

was found to be PTEN positive, while p — Akt, p — ERK and P — gp was absent in HSCs. The major immunophenotype for the AML —

LSCs were CD123 ", CD96 *
- LSCs were CDI23", CD96", CD117", CD13"

. CDI17", CD44*, CDI3* and CD33*
and CD33"

. Compared to the HSCs, the characteristic phenotype for the AML
The percentage of PTEN was significantly lower in AML — LSCs

(25.58% ) than that of the HSCs (Xz =30.8, P<0.01). The expression of p — Akt (64.0% ;/\/2 =24.43, P<0.01) and p - ERK
(70.9% ; x¥* =30.87, P <0.01) was significantly higher in AML — LSCs than in HSCs. Furthermore, P — gp expression was observed in

67.44% patients. Among 79 AML patients, the relapse rate in patients with high AML — LSCs proportions was markedly increased than in

those with low AML - LSCs proportions (/\/Z =5.69, P<0.05),

and the dease — free survival (DFS) was significantly decreased in pa-

tients with high AML - LSCs percentage than in those with low AML — LSCs percentage ( median: 14 months vs 28 months, P <0.01).

Conclusion The characteristic immunophenotype for the AML - LSCs were CD34

*, CD38, CD123*, CD96*, CD117 ", and P - gp

protein positive. Patients with high AML — LSCs percentage were associated with high relapse rate, decreased DSF. Furthermore, the acti-

vation of the MEK/ERK, PI,K/PTEN/Akt signal transduction pathway might be involved in the clonal proliferation and self — renewing for

the LSCs.

Key words Acute myeloid leukemia; Leukemic stem cells;
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