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Expression and clinical significance of proline-rich protein 11 in glioma tissues
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Abstract: Objective To investigate the expression of proline-rich protein 11 (PRR11) in glioma and its relationship
with clinicopathological parameters.Methods The expression of PRR11 in gliomas and normal brain tissues and clinical
prognosis were compared in TCGA database .58 patients with gliomas were selected randomly after neurosurgical resection.
At the same time, 20 cases of normal brain tissue resected with severe craniocerebral trauma. The expression of PRR11 in
¢glioma was detected by immunohistochemistry. The correlation between PRR11 expression level and clinicopathological pa-
rameters was studied by statistical method. The prognosis difference between high expression and low expression patients
was compared by the drawing of survival curve.Results The high expression rate of PRR11 was 37.9% (22/58) in glioma
tissues and 5.0% (1/20) in brain tissues after decompression. There was significant difference between the two groups (P =
0.027). The expression of PRR11 was correlated with WHO grade, Ki-67 and p53 genotype (P < 0.05), but not with age,
gender, tumor location, tumor size and KPS score (P > 0.05). The survival time of patients with low expression of PRR11

was significantly higher than that of patients with high expression of PRR11 (P = 0.0023).Conclusion The expression of
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PRR11 in glioma tissue was increased, and the expression of PRR11 was related to the pathological grade and survival time.

[Journal of International Neurology and Neurosurgery, 2021, 48(4): 349-353.]
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