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Study on miR-520a targeting MCM3 inhibition on cell proliferation of

acute B lymphoblastic leukemia cells”
ZHANG Huan s ZHANG Guojun®
(First Department of Hematology ,A f filiated Shengjing Hospital of China
Medical University ,Shenyang »Liaoning 110022 ,China)

[Abstract] Objective To elaborate the expression and clinical significance of miR-520a in acute B-lym-
phoblastic leukemia (B-ALL) cells. Methods The expression level of miR-520a in the bone marrow lympho-
cytes of the patients with non-malignant blood tumor and the patients with B-ALL, peripheral blood lympho-
cytes of normal people and cells of the patients with B-ALL was detected by real-time fluorescent quantitative
PCR. The miR-520a mimics were transfected into BALL-1 cells. CCK-8 was used to observe the cell prolifera-
tion ability change and the expression of miR-520a was detected by real-time quantitative PCR. The bioinfor-
matics method was used to analyze MCMS3 as the target gene of miR-520a and predict its action site;the doub-
le luciferase reporter gene system was used to detect the effect of miR-520a on MCM3 transcriptional activity;
in the miR-520a mimics transfection group,the MCMS3 overexpression plasmid was used to conduct the com-
plement experiment for observing the change of MCM3 protein and cell proliferation. Results Compared with
the normal tissues / cells,the expression level of miR-520a in bone marrow lymphocytes/BALIL-1 cell lines of
the patients with B-ALL was significantly decreased (P <C0. 05) ,and the overexpression of miR-520a could re-
duce the proliferation ability of BALL-1 cells (P<C0. 05),and the protein expression level of MCM3 was de-
creased by miR-520a overexpression (P <C0. 05). The double luciferase assay verified that miR-520a could act
the 3'UTR region of MCM3. miR-520a mimics could decrease the proliferation ability of BALL-1 cells, mean-
while the overexpression of MCM3 could increase the cell proliferation ability. Conclusion miR-520a may in-
hibit the proliferation of B-ALL cells by down-regulating the expression of MCM3.

[Key words] precursor cell lymphoblastic leukemia-lymphomaj;cell proliferation; miR-520a; MCM3
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