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Abstract: Objective To investigate the effect of down-regulated LncRNA CRNDE expression
for key kinases and transcription factors in the MAPK/ERK pathway. Methods The LncRNA
CRNDE in U251 cells were interfered by using SIRNA. The non-transfected and control group were
set up. By Real Time PCR method, the effect of interfering LncRNA CRNDE on U251 cell for key
kinases and transcription factors in the MAPK/ERK pathway was observed. Results Compared to
the non-transfected group and control group, the expression of the key kinases ( Raf-1, MEK2,
ERK1, NF-kB) in MAPK/ERK pathway were down-
regulated for siRNA group. There were significant differences between non-transfected group, control

group and siRNA group (all P <0.05). CRNDE can enhance the abilities of cell

proliferation and migration, inhibit the ability of cell apoptosis in glioma through activating related

ERK2) and transcription factors ( c-Myc,

Conclusion

gene expression in MAPK/ERK pathway.
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