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Relationship between expression levels of Ddx5 and Ddx17 in glioma tissues and survival time of patients with giloma

SUN Yu—ting, FENG Yu—min, DAI ke—fang, HAO Jin—min. Department of Neurosurgery, Xingtai Third Hospital, Xingtai 054000,
China

[Abstract] Objective To investigate the relationship between the expression levels of Ddx5 and Ddx17 in glioma tissues and the
survival time of patients with giloma. Methods The expression levels of Ddx5 and Ddx17 in glioma tissues obtained from 120 patients
with gloma and in normal cerebral tissues obtained from 50 patients with traumatic brain injury were detected by immunohistochemistry.
The glioma patients were divided into high expression group and low expression group. Cox proportional risk model was used to analyze
the prognostic factors of glioma patients. Results The expression levels of DX5 and Dx17 in glioma tissues was significantly higher than
those in the normal tissues (P<0.05). The progress—free survival (PFS) and overall survival (OS) of the high expression group were
significantly shorter than those of the low expression group (P<0.05). The results of Cox analysis showed that high expression of Ddx5
and Ddx17 were the independent risk factors of PFS and OS in patients with glioma (P<0.05). Conclusion The expression levels of Ddx5
and Ddx17 in glioma tissues were significantly increased, which were related to the poor prognosis of glioma patients.
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