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Upregulation of miR—124-3p expression increases the radiosensitivity of U-87 MG human glioblastoma cells

MAIMAITIYIMING Tuoheti, ZHANG Cheng, HUANG Xiao—yuan, GAO Feng, PAERHATIJIANG Yizimu, ABUDUKADIER Yasen,
DONG Jun, YANG Xiao—peng, WU Yong— gang. Department of Neurosurgery, The People’s Hospital of Xinjiang Uygur Autonomous
Region, Urumqi 830001, China

[Abstract] Objective To explore the effect of miR—124-3p expression on the radiosensitivity of U-87 MG human glioblastoma
cells (U87 cells). Methods U87 cells were cultured in vitro. The expression of miR—124-3p was regulated by transfecting hsa—miR—
124-3p mimics or hsa—miR~-124-3p inhibitor plasmids using liposome vector transfection technology. After 24 hours of transfection,
U87 cells in good growth condition were irradiated at room temperature using a Siemens Primus—M linear accelerator (16 Gy) to simulate
radiotherapy. The expression level of miR—124-3p in U87 cells was detected by real-time fluorescence quantitative PCR, and the
proliferation ability of U87 cells was detected by the CCK-8 method. Results After transfection with hsa— miR— 124~ 3p mimics
plasmids, the expression level of miR—124-3p in U87 cells was significantly upregulated (P<0.05); after transfection with hsa—miR—124~-
3p inhibitor plasmids, the expression level of miR—124-3p in U87 cells was significantly downregulated (P<0.05). Upregulating the
expression of miR—124-3p significantly reduced the proliferation activity of U87 cells (P<0.05); downregulating the expression of miR—
124-3p significantly increased the proliferation activity of U87 cells (P<0.05). The combination of upregulating miR—124-3p expression
and radiotherapy further significantly reduced the proliferation activity of U87 cells (P<0.05); the combination of downregulating miR—
124-3p expression and radiotherapy significantly reduced the proliferation activity of U87 cells, but was still significantly higher than
the proliferation activity of U87 cells without any treatment (P<0.05). Conclusions Upregulating the expression of miR- 124-3p
significantly inhibits the proliferation activity of U87 cells and significantly increases their radiosensitivity.

[Key words] Glioblastoma; U87 MG cells; miR~-124-3p; Cell proliferation; Radiosensitivity
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Figure 1 Fluorescence microscopic observation of hsa—miR—-124-3p plasmid transfection in glioblastoma U87 cells (x100)

A-B: Blank control group. C-D: Transfection with hsa—miR—124~-3p mimics plasmid. E-F: Transfection with hsa—miR-124-3p inhibitor plasmid.
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Figure 2 Effects of transfecting miR-124-3p plasmids on miR—124-3p expression in glioblastoma U87 cells
* P<0.01. Control: Blank control group. Mimics NC: miR—-124-3p high expression control group. Mimics: miR—124-3p high expression group. Inhibi-

tor NC: miR-124-3p low expression control group. Inhibitor: miR—124-3p low expression group.

F1 LiAmiR-124-3p RIXBR A KT U-87 MG B 5 540 AL e 4 A A 145 8 8 14 O 5 M)
Table 1 Effects of upregulating miR—-124-3p expression combined with radiotherapy on the proliferative activity of U-87

MG human glioblastoma cells

i 24 h 48 h 72 h
) Jeagil] T IS i ergil] TS JeRgil] TS
25 X R 0.444+0.002  0.208+0.008" 0.858+0.049 0.312+0.019" 1.068+0.139  0.521+0.017"
Mimics NCF49s24H  0.448+0.031  0.198+0.010" 0.853+0.058 0.320+0.028* 1.046+0.129  0.522+0.022"
hsa-miR-124-3p . . . . .
. 0.343+0.013"  0.076+0.034™ 0.488+0.127 0.159+0.011* 0.662+0.106"  0.334+0.005™
mimics FEYL2H
inhibitor NC 5441 0.446+0.022  0.182+0.019" 0.860+0.070 0.323+0.019" 1.058+0.135  0.518+0.024"
hsa-miR-124-3p . . s . B
. 0.553+0.007°  0.284+0.007"* 1.177+0.072 0.475+0.020 1.417+0.114"  0.675+0.0454™
inhibitor F Y42

525 I R AR BB LG, * P<0.05; 57 AR A LY, # P<0.05
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