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Expression of IncRNA SNHG16 in human glioma tissues and its relationship with prognosis of glioma patients
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[Abstract] Objective To investigate the expression of long non—coding RNA (IncRNA) small nucleolar RNA host gene 16
(SNHG16) in human glioma tissues and its relationship with the prognosis of glioma patients. Methods Real- time fluorescence
quantitative PCR was used to detect the relative expression level of IncRNA SNHG 16 in glioma tissues obtained from 104 patients with
glioma who underwent mocirosurgery from September 2013 to January 2015 and in normal cerebral tissues obtained from 40 patients
with traumatic brain injury who underwent decompression from April 2018 to January 2019. Taking the median of SNHG16 expression
as the cut—off value, glioma patients were divided into high expression group and low expression group. The deadline for follow—up was
June 2019, and overall survival (OS) and progression—free survival (PFS) were recorded. Results The relative expression level of
SNHG16 in glioma tissues was significantly higher than that in normal cerebral tissues (P<0.05). The relative expression level of
SNHG16 in high—grade glioma tissues was significantly higher than that in low—grade glioma tissues (P<0.05). The multivariate Cox
proportional regression risk model analysis showed that high expression of SNHG16 was risk factors for shorter OS and PFS of glioma
patients (P<0.05). The OS and PFS of the low expression group were significantly higher than those of the high expression group (P<
0.05). Conclusions The IncRNA SNHG16 is highly expressed in human gliomas. The high expression of SNHG16 is related to the poor
survival prognosis and tumor progression of glioma patients.
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