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LncRNA MLK7-AS1 promotes proliferation and invasion of glioma cells by inhibiting miR-375

ZHANG Xing—ye, TIAN Bo, MAN Ming—hao, GUO Shao—chun. Department of Neurosurgery, Tangdu Hospital, Air Force Medical
University, PLA, Xi‘an 710038, China

[Abstract] Objective To explore the expression of IncRNA MLK7-AS1 in the glioma tissues and its effect on glioma U251 cells
proliferation and invasion. Methods The expression levels of IncRNA MLK7-AS1 and miR-375 were detected in 45 glioma tissues
which were obtained from 45 patients with glioma underwent surgery from 2016 to 2017, including 23 low grade gliomas and 22 high
grade gliomas, and were also detected in 10 normal brain tissues adjacent to the glioma (control group). U251 cells and human normal
astrocytes (NHA) were cultured in vitro. U251 cells were divided into four groups based on transfected plasmids: miR—375 mimic group,
si-MLK7-AS1 group, miR—375 inhibitor and si-MLK7-AS1 group, and miR-375 inhibitor group. RT-qPCR was used to detect the
expression levels of MLK7-AS1 and miR-375. The luciferase reporter gene experiment was used to verify the relationship between
MLK7-AS1 and miR-375. CCK-8 method was used to detect the proliferation activity of U251 cells, and Transwell test was used to
detect the invasion ability of U251 cells. Results The expression level of MLK7-AS1 in high—grade glioma tissues was significantly
higher than that in low—grade glioma tissues (P<0.05), which was significantly higher than that in normal brain tissues adjacent to the
glioma (P<0.05). The miR-375 expression level in high—grade glioma tissues was significantly lower than that of low—grade glioma
tissues (P<0.05), which was significantly lower than that of normal brain tissue adjacent to the glioma (P<0.05). The expression level of
MLK7-AS1 in U251 cells was significantly higher than that in NHA (P<0.05), while the expression level of miR=375 in U251 cells was
significantly lower than that in NHA (P<0.05). Sequence analysis showed that MLK7- AS1 and miR- 375 had specific binding
sequences. Luciferase reporter gene experiments showed that MLK7-AST1 in U251 cells can negatively regulate the expression of miR—
375. Silence MLK7-AS1 expression significantly inhibited the proliferation and invasion of U251 cells by up—regulating the expression
level of miR-375 (P<0.05). Conclusion The results suggest that IncRN AMLK7-AS1 play a important role in promoting growth of
human gliomas by regulating the expression level of miR-375.
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