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Expression and Significance of P53 and EGFR in Glioma Tissues
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Abstract: Objective To evaluate the expression of P53 and epidermoid growth factor receptor (EGFR) in the tissues of patients with glioma, and to
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analyze the correlation between the two and the grade of glioma.Methods From January 2018 to July 2019, 40 patients with glioma diagnosed in
Xinjiang Uygur Autonomous Region were selected as the experimental group, and 15 normal brain tissues surgically removed from patients with brain
trauma or hypertensive cerebral hemorrhage during the same period were selected as the control group. S-P immunohistochemical method was used to
detect the expression of P53 and EGFR in gliomas in the experimental and control samples, and to analyze the correlation between P53 and EGFR
and the grade of glioma.Results There was no statistically significant difference in the expression of P53 and EGFR in different genders, ages and
tumor sizes in the experimental group (P>0.05); the positive expression rates of P53 and EGFR in the brain tissue of the experimental group were
higher than that of the control group,the difference was statistically significant (P<0.05); The positive expression rates of P53 and EGFR in different
grades of gliomas were positively correlated (1=0.057, 0.520, P=0.012, 0.017). There was no significant correlation between P53 and EGFR expression
in glioma tissues (1=0.436, P=0.052).Conclusion The expression of P53 and EGFR in glioma tissue may not be related to gender, age and tumor size.
The positive expression rates of P53 and EGFR in gliomas of different grades are higher, and the higher the grade of glioma, the tissue P53 and EGFR
The higher the positive rate, the joint detection of P53 and EGFR may be used as a new indicator of molecular pathological diagnosis of glioma.
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