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Relationship between expression level of CFL1 in glioma tissues and radiotherapy outcomes of patients with glioma

BA Yun—tao, WANG Quan. Department of Radiotherapy, Henan Cancer Hospital Affiliated to Zhengzhou University, Zhengzhou
450008, China

[Abstract] Objective To analyze the relationship between the expression level of cofilin— 1 (CFL1) in glioma tissues and the
radiotherapy outcomes of patients with glioma. Methods Sixty—four patients with glioma who received postoperative radiotherapy from
December 2016 to December 2018 were collected to analyze. The effect of radiotherapy was evaluated according to the evaluation
criteria of solid tumors, including complete remission (CR), partial remission (PR), stable disease (SD), and disease progression (PD). The
objective response rate (ORR) was the ratio of (CR+PR) to total number of patients. Immunohistochemical method was used to detect the
expression level of CFLI in glioma tissues. Results Of 64 patients with glioma, 46 patients (71.88%) had positive expreesion of CFLI.
The positive rate of CFL1 expression in patients with high—grade glioma (92.3%, 24/26) was significantly higher than that (57.9%, 22/28)
in patients with low—grade glioma (P<0.05). Of 64 patients with glioma, 14 patients were CR, 18 PR, 22 SD and 10 PD. The ORR was
50.00% . Multivariate logistic regression analysis showed that CFL1 positive expression was an independent risk factor for poor
radiotherapy outcomes (P<0.05). Conclusions The expression level of CFLI in glioma increases with the grade of glioma. Positive
expression of CFL1 is an independent risk factor for the poor radiotherapy outcomes of glioma patients.
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