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Effect and mechanism of siRNA silencing EZH? on migration
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[Abstract] Objective To investigate the effect and mechanism of EZH2 on the migration and prolifera-
tion ability of acute promyelocytic leukemia HI.-60 cells. Methods siRNAs were used to silence the EZH2
gene in HL-60 cells by lentiviral transfection. The effect of three different sequences of siRNA knocking out
EZH2 was confirmed by quantitative reverse transcriptase - polymerase chain reaction (QRT-PCR) and West-
ern blot,moreover the optimal sequence was screened out. Subsequently, the cell proliferation activity and ap-
optosis were detected by cell counting kit-8 (CCK-8) and flow cytometry,the cell migration ability was detec-
ted by Transwell migration assay.and the expression levels of migration, proliferation and apoptosis associated
proteins were detected by Western blot. Results After siRNAs knocking out EZH2 in HL-60 cells, the prolif-
eration ability was decreased (P <C0. 05) and apoptosis was increased (P <C0. 05). The Transwell migration
chamber test results showed that the ratio of migrated cells in the lower compartments in EZH2 group
(siEZH2 group) was significantly decreased compared with that in the HL-60 wild cells group (wild group)
and empty virus group (NC group) ,and the cells base number on the membrane in the sSIEZH2 group was sig-
nificantly lower than that in the wild group and NC group after Hematoxylin staining. The Western blot de-
tection found that after silencing EZH2 by siRNA, the expression of migration-related protein MMP-2 was
down-regulated and E-cadherin was up-regulated; and the proliferation and apoptosis related protein B-cell
lymphoma-2 (Bcl-2) gene was down-regulated, while caspase-3 was up-regulated. Conclusion After EZH2

knocking out EZH3 gene in HIL-60 cells,its proliferation and migration ability is decreased and apoptosis is increased.
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acute promyelocytic leukemia; HL-60 ;enhancer of zeste homolog 2;cellular migratory;ex-
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Annexin V-APC, Z It F 15 min, 1 X Binding
Buffer SEPEANME 1 R Z )5 B 0 5 BIE W . 78 200 pL
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caspase-3 fiE it H1.-60 40 fd 4 78 JF 4 @ 1=, 1K IR
FR 0 FH 25 3 Ak 25 9 40 e G At 3 R BT AL IR IR T A
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