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Effect of IncRNA SNHG16 on proliferation, invasion and migration of glioma U251 cells

CHEN Bo, YUN Ya—bin, DU Jun—feng, WANG Wei—zhi. Department of Neurosurgery, Hohhot First Hospital, Hohhot 010000, China

[Abstract] Objective To explore the effect of long—chain noncoding RNA (IncRNA) small nucleolar RNA host gene 16 (SNHG16)
on the proliferation, invasion and migration of glioma U251 cells. Methods Real-time fluorescence quantitative PCR was used to detect
the SNHG16 expression in normal gliocytes HEB and NHA and in glioma cell lines A172, U251, U87 and SHG—4. The NC-siRNA (NC-
siRNA group) and SNHG16-siRNA (SNHG16-siRNA group) were transfected into U251 cells. CCK-8 assay was used to detect the cell
proliferation. Transwell test was used to detect the cell invasion. Cell scratch test was used to detect the cell migration. Results SNHG16
expression levels of glioma cell lines A172, U251, U87 and SHG—4 were significantly increased compared with normal gliocytes HEB
and NHA (P<0.05). Compared with NC-siRNA group, the cell abilities of proliferation, invasion and migration were significantly
decreased in SNHG16—siRNA group (P<0.05). Conclusion SNHG16 is highly expressed in glioma cells. SNHG16 gene silencing can
inhibit the proliferation, invasion and migration of glioma cells.
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