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Expression of §-OHdG and p53 in NSCLC tissues and its relationship with
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Abstract: Objective To investigate the expression of 8-Hydroxydeoxyguanosine (8-OHdG) and human
tumor suppressor gene p53 in non-small cell lung cancer (NSCLC) and its relationship with smoking and clini-
copathological features and prognosis. Methods Immunohistochemical method was used to detect the expres-
sion of 8-OhdG and p53 in 203 patients with NSCLC,and analyze their correlation with the clinical pathologi-
cal characteristics of the patients. Draw a Kaplan-Meier survival curve,and use Log-rank test to compare the
overall survival rate of NSCLC patients with different clinicopathological characteristics. Univariate and multi-
variate Cox proportional hazards regression models were used to analyze the risk factors affecting the survival
of NSCLC patients. Results 83.3% (169/203) of NSCLC tissues showed positive expression of 8-OHdG,and
the negative expression of 8-OHdG was associated with male,squamous cell carcinoma,high T stage,N1 stage
and smoking (P <C0. 05). Abnormal expression of p53 was associated with male, squamous cell carcinoma,
smoking and positive expression of Ki-67 (P<Z0. 05). Univariate Cox proportional hazard regression model a-
nalysis showed that age =65 years old, male, smoking, high T stage, N1 stage, negative expression of 8-
OHdG,abnormal expression of p53,and positive expression of Ki-67 are risk factors that affect the survival of
NSCLC patients (P <C0. 05). Multivariate Cox proportional hazard regression model analysis showed that the
negative expression of 8-OHdG and abnormal expression of p53 were not independent risk factors affecting the
survival of NSCLC patients (HR =1.486,1.211,P>>0.05). Conclusion The negative expression of 8-OHdG
and abnormal expression of p53 are related to smoking and poor prognostic, but but they are not independent
risk factors affecting overall survival in NSCLC patients.
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