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Expression of CDCA7L in human glioma tissues and its clinical significance

HU De—xian, SUN Yan—chang, FENG Ji—gao, MO Ye—he. Department of Neurosurgery, The Second Affiliated Hospital of Hainan
Medical College, Hatkou 570311, China

[Abstract] Objective To investigate the expression of cell division cycle associated 7-like protein (CDCA7L) in human glioma
tissues and its relationship with patients” prognosis. Methods The expression level of CDCA7L in human glioma tissues obtained from
112 patients with glioma who underwent microsurgery from January 2012 to May 2013 and in normal brain tissues obtained from 45
patients with traumatic brain injury who underwent decompression from January to December 2018 were detected by
immunohistochemical staining. According to the staining, the glioma patients were divided into high expression group and low expression
group. The follow—up of glioma patients ended in June 2019, and the overall survival (OS) and progression—{free survival (PFS) were
recorded. Results The high expression rate of CDCA7L in glioma tissues (66.96%, 75/112) was significantly higher than that (17.78%, 8/
45) in normal brain tissues (P<0.05). The high expression rate of CDCA7L in high— grade glioma tissues (79.41% , 54/68) was
significantly higher than that (47.73%, 21/44) in low—grade glioma tissues (P<0.05).The multivariate Cox proportional hazard regression
model analysis showed that the high expression of CDCA7L was an independent risk factor for shorter OS and PFS in glioma patients (P<
0.05). The OS and PFS in the low—expression group were significantly higher than those in the high— expression group (P<0.05).
Conclusions The CDCA7L is highly expressed in glioma tissue. The high expression of CDCA7L is related to the poor survival prognosis
and tumor progression of glioma patients.
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