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Effect of CDKL5 knockdown on growth and cell cycle of human glioblastoma cells
ZHENG Yonghui et al. ( Heilongjiang Academy of Medical Sciences ,Harbin 150081, China )
Abstract ;

ZHANG Jingyu,DING Jing,

Objective To investigate the effects of CDKLS knockdown on the cell growth and cycle of human glio-
In this study, CDKL5 gene was

knock down the using lentivirus infection in human glioblastoma U87 cells. Western blot analyais confirmed CDKLS5 cell lo-

blastoma cells,and to provide new strategy for the treatment of glioblastoma. Methods

calization and specific small hairpin RNA knockdown efficiency. Hematocyte counting method was used to draw the cell
growth curve of U87 for 4 days,and MTT was used to detect cell activity. Cell cycle was detected using flow cytometry.
Results  CDKLS is expressed in both the nucleus and the cytoplasm in U87 human glioblastoma cells. Our results showed
that CDKLS was significantly reduced in the cytoplasm after shRNA knockdown using shRNA ,and the cell morphology also
changed significantly. Knockdown CDKLS also inhibited the growth of human glioblastoma cells in vitro, causing cell cycle

arrest. Conclusion CDKLS knockdown can significantly inhibit human glioblastoma cell proliferation and cause cell cycle

arrest, providing a new theoretical approach for the treatment of human glioblastoma.
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