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Clinical significance of MDM4 and P53 expression in non-small cell lung cancer”
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[Abstract] Objective To investigate the expressions of P53 and MDM4 in non-small cell lung cancer
(NSCLC) and their influence on prognosis. Methods The expression levels of P53 and MDM4 in NSCLC
were detected by using the immunohistochemical method and the prognosis analysis was performed. Results
The single factor analysis results showed that the expression of P53 was related to the T stage and tumor dif-
ferentiation, while MDM4 was only related to the differentiation degree of tumor(P <C0. 05). The survival a-
nalysis revealed that both P53 and MDM4 were the risk factors of prognosis(P <0. 05). The postoperative
survival in the both P53 and MDM4 negative group was significantly superior to the P53 positive group,
MDM4 positive group and both P53 and MDM4 positive group. The disease free survival (DFS) and overall
survival (OS) had no statistical difference among the latter three groups(P >>0. 05). The P53 and MDM4 non-
simultaneous negative group merged by the latter three groups was the independent risk factor of prognosis,
HR was 2.961(95%CI :1.522—5.067). The further stratification analysis based on the TNM staging showed
that no matter in the patients with early stage or middle stage, P53 combined with MDM4 could have better
predictive effect. Conclusion P53 and MDM4 positive is the risk factor of prognosis in the patients with
NSCLC. Their combination with TNM staging may increase the accuracy of prognosis evaluation.
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