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ABSTRACT Objective: To investigate the expression of SHIP1 in the patients with acute myeloid leukemia and its effect on the
apoptosis of human leukemia cells. Methods: The expression of SHIP1 in the bone marrow of patients with acute myeloid leukemia was
detected by Western blot. U937 cells was transfected with SHIP1 expression vector (pEGFP-SHIP1 group) and empty vector control
(pEGFP group) respectively, U937 cells without transfection were used as the control group. Flow cytometry was used to detect the apop-
tosis of the cells, the expression of SHIP1, Bel-2, Bax, Akt, p-Akt were detected by western blot. Results: The expression of SHIP1 in the
bone marrow of patients with acute myeloid leukemia was significantly lower than that of the normal human bone marrow SHIP1(P<O0.
01). The SHIP1 and Bax expressions as well as the apoptotic rate of pEGFP-SHIP1 group were significantly higher than those of the con-
trol group(P<0.01), while the Bcl-2 and p-Akt expressions were significantly lower than those in the control group(P<0.01). Conclusions:
SHIP1 expression was down regulated in the bone marrow of patients with acute myeloid leukemia. SHIP1 could promote the apoptosis
of human leukemia cells via Akt signaling pathway.
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Fig.1 The expression of SHIP1 in the patients with acute myeloid leukemia

Note: A: Western blot; B: protein expression rate; **P<0.01 vs normal

human bone marrow.
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Fig. 2 The expression of SHIP1 in the transfected cells
Note: A:Western blot; B protein expression rate; “P>0.05 vs control group;

**p<0.01 vs control group
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