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Autophagy-related long non—coding RNA signature in glioma patients based on bioinformatics analysis
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[Abstract] Objective To explore the autophagy—related long non— coding RNA (IncRNA) signature in the glioma patients.
Methods Using the biosynthesis methods: firstly, the CGGA and HADb databases were searched to construct the autophagy—related
IncRNA co—expression network; secondly, multivariate Cox regression analysis was used to analyze the relatioship of autophagy—-related
IncRNA and the prognosis of glioma patients, and then the risk score was calculated according to the IncRNA and the glioma patients
were divided into low—=risk group and high—risk group; thirdly, the survival curve was used to analyze the relationship between the risk
score and the prognosis of glioma patients; finally, the TCGA database was used for further verification. Results Eight hundren and
seventy— nine IncRNAs were screened out from the CGGA database and 216 autophagy genes were screened out from the HADb
database. A co—expression network including 402 IncRNA autophagy—related IncRNAs was constructed. Multivariate Cox regression
analysis showed 10 IncRNAs related to the prognosis of glioma patients. The risk score calculated based on these 10 autophagy—related
IncRNAs was an independent factor influencing the prognosis of glioma patients (P<0.05). Survival curve analysis showed that the
median survival time (1 211 d) of the low—risk group was significantly longer than that ( 346 d) of the higher-risk group (P<0.05). A total
of 160 glioblastoma (GBM) patients were searched out from the TCGA database; multivariate Cox regression analysis showed that risk
score was an independent prognostic factor of GBM patients (P<0.05); survival curve analysis showed that the median survival time of the
low=risk group (468 d) was significantly longer than that (385 d) of the higher—risk group (P<0.05). Conclusions Many autophagy—
related IncRNAs are related to the prognosis of glioma patients, suggesting that regulating autophagy—related IncRNAs has a potential
therapeutic effect on glioma patients.
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