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[Abstract] Objective To observe the effects of GSK2126458 combined with nilotinib on cell prolifera-
tion and apoptosis in acute myeloid leukemia (AML) mice,and investigate the effect of PI3K/Akt/mTOR sig-
naling pathway inhibitor and tyrosine kinase inhibitor ( TKI) on the occurrence and development of AML
mice. Methods A total of 40 AML mouse models were successfully constructed, then they were divided into 4
groups with 10 mice in each group. The GSK2126458 group was treated with 10 mg/kg GSK2126458, the nilo-
tinib group was treated with 75 mg/kg nilotinib, the GSK2126458 combined with nilotinib group (the com-
bined group) were treated with 10 mg/kg GSK2126458 and 75 mg/kg nilotinib, the control group was treated
with the same amount of normal saline. All the groups were given drugs continuously for 2 weeks. Cell prolif-
eration,apoptosis and expression levels of c-myc and survivin gene mRNA were detected. Results The growth
rates of leukemic cells in peripheral blood and bone marrow of the GSK2126458 group,the nilotinib group and
the combined group were significantly lower than that in the control group (P<C0. 05). The apoptosis propor-
tion of bone marrow in the GSK2126458 group,the nilotinib group and the combined group were significantly
higher than that in the control group.and the percentage of apoptosis in the combined group was higher than

those in the GSK2126458 group and the nilotinib group, the difference was statistically significant (P <C0. 05).
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The mRNA expression levels of c-myc and survivin gene in the GSK2126458 group,the nilotinib group and the

combined group were lower than that in the control group,and the mRNA expression of c-myc and survivin

gene was lower than those in the GSK2126458 group and the nilotinib group, the difference was statistically

significant (P <C0. 05). Conclusion GSK2126458 combined with nilotinib could reduce the expression levels of

c-myc and survivin in AML mice, which inhibits the proliferation of leukemia cells by inhibiting the activity of

PISK/mTOR.
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