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Effect of miR-138-5p targeting HIF-1o on proliferation and invasion and metastasis of human leukemia K562 cells
GUO Tao,JI Dong-mei, LI Yan-ping, LU Yang, YI Li, WANG Xiao-hong (Department of Hematology , Chaoyang Central Hospi-
tal , Chaoyang Liaoning 122000, China)

Abstract: Objective To explore the effects of miR-138-5p and hypoxia-inducible factor-1-alpha (HIF-1a) on the proliferation, inva-
sion and metastasis of human leukemia K562 cells. Methods K562 cells cultured in vitro were randomly divided into the K562 group, the
miR-138 mimic group, the pe-HIF-1a group,and the mimic + pe-HIF-1a group. The targeted relationship of miR-138-5p and HIF-1a was
affirmed by luciferase assay. The expression of miR-138-5p and mRNA levels of HIF-1a were measured by qRT-PCR. The protein levels of
HIF-1a were detected by Western blot. Cell proliferation was tested by CCK-8. Cell invasion was detected by Transwell. Cell migration was
tested by scratch assay. And Western blot was used to detect the expression levels of proliferative related proteins and epithelial mesenchymal
transformation (EMT) related proteins. Results miR-138-5p could target HIF-1a. The mRNA and protein levels of HIF-1a in the miR-138
mimic group were lower than those in the K562 group (P <0.01). The protein levels of HIF-1a in the pc-HIF-1a group were higher than
those in the K562 group (P <0.01). Compared with the pe-HIF-1a group, the protein levels of HIF-1a in the mimic + pe-HIF-1a group were
significantly lower (P <0.01). Compared with the K562 group, the proliferation, migration and invasion of the cells in the miR-138 mimic
group were significantly lower (P <0.01) , while those in the pc-HIF-la group were significantly higher (P <0.01). Compared with the
pe-HIF-1a group, the proliferation , migration and invasion of the cells in the mimic + pc-HIF-1a group were lower (P <0.01). At the same
time ,mimic + pc-HIF-1a could partially reverse the up-regulation of pc-HIF-l1a on proliferation and EMT ability of K562 cells (P <0.01).
Conclusion miR-138-5p can reduce the proliferation and invasion and metastasis of human leukemia K652 cells by targeting HIF-1a.
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