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Relationship between Geminin expression and survival outcome of glioma patients

WANG Xiao— an, CHEN Yi—nan, CHENG Chuan—dong, JI Ying. Department of Neurosurgery, The First Affiliated Hospital of
University of Science and Technology of China (Anhui Provincial Hospital), Hefei 230001, China

[ Abstract] Objective To investigate the relationship between the Geminin expression and the survival outcome of patients with
glioma. Methods The expression levels of Geminin mRNA were detected using PCR method in glioma tissues obtained from 90 glioma
patients who underwent microsurgery from January 2014 to January 2017 and in non—tumor cerebral tissues obtained from 50 patients
with traumatic brain injury who underwent decompression. Ninety glioma patients were divided into high expression group and low
expression group according to the median level of Geminin mRNA. The follow—up period of 90 glioma patients ended on January 1, 2020
or the patients” death. The follow—up of 90 glioma patients ranged from 32 months to 55 months, with a median follow—up time of 41
months. Results During the follow—up period, 80 glioma patients died and 10 survived. The expression level of Geminin mRNA in
glioma tissues was significantly higher than that in non—tumor cerebral tissues (P<0.05). Multivariate Cox proportional regression risk
model analysis showed that high expression of Geminin mRNA was an independent risk factor for the death of patients with glioma (HR=
1.874; 95% CI 1.323~2.295; P=0.043). Kaplan—Meier survival curve showed that the median survival of the low expression group was
significantly longer than the higher expression group (P<0.05). Conclusions Geminin is highly expressed in glioma, which is an
independent risk factor for poor survival prognosis of glioma patients.
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