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Expression and significance of Cullin7 protein in human gliomas
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[Abstract] Objective To investigate the expression and significance of Cullin7 in human brain gliomas. Methods The expression
of Cullin7 protein was determined by immunohistochemical technique and Western blot in 60 samples of gliomas, of which, 12 belonged
in WHO grade 1, 18 grade I, 14 grade Il and 16 grade IV gained from the patients with gliomas undergoing neurosurgery in our
hospital from 2013 to 2018, and 10 normal cerebral tissues gained from patients with severe traumatic brain injury undergoing internal
decompression. The relationship of the survival time with the expression of Cullin7 in the gliomas tissues was analyzed in the patients
with different WHO grades of gliomas. Results The level of Cullin7 protein expression was significantly higher in the gliomas tissues
than that in normal brain tissues (P<0.05), and the level of Cullin7 protein expression was significantly higher in the high—grade gliomas
(WHO grades Il ~1V) tissues than that in the low—grade gliomas (WHO grades I ~ II) tissues (P<0.05). The Survival time of patients
with high expression of Cullin7 was significantly shorter than those with low expression of Cullin7 (P<0.05). Conclusion The expression
of Cullin7 protein in the gliomas tissues was positively correlated with tumor malignancy and negatively correlated with the survival time
in the patients with brain gliomas.
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