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[Abstract] Objective

ples between the patients with acute myeloid leukemia ( AML) and their controls. Methods

To investigate the differentially expressed microRNA (miRNA) of bone marrow sam-

Total RNAs were ex-

tracted from the bone marrow samples of 15 acute myeloid leukemia patients (AML group) and 10 unexplained ane-

mia or fever patients with normal bone marrow morphology(control group) , then were applied to perform global miR-

NA expression analyses by Illumina deep sequencing technology. Results

In total, 307 differentially expressed miR-

NAs including 232 up-regulated and 75 down-regulated miRNAs were indentified in AML group compared with con-

trol group according to the high-throughput sequencing data. Conclusion The altered expression profile of miRNA in

bone marrow samples of AML patients implies that differentially expressed miRNAs maybe plays roles in the patho-

genesis of AML.
[Key words] acute myeloid leukemia; microRNAj;
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