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[Abstract] Objective To appraise the significance of P21 P53 and P16 protein expressions in stage-1 NSCLC.
Methods There were 49 males and 8 females in this group, age ranged 33-83 years(average 60.7 years). Pathologi-
cally, 13 cases were adenocarcinoma, 43 squamous cancer, and one of mixed type. 57 NSCLC tissue specimens were
collected to detect the P21,P53 and P16 protein expressions. SPSS software was used for Pearson’s correlation and
COX regression analysis. Results P16.P21.P53 expressions in the specimens of T2 (tumor diameter 223 cm) cases
were 23.1% .43.1% .68.6% , respectively with no obvious correlations. Multi-factor analysis with COX regression
suggested that P16, P53 expressions and pathological staging ( I a and 1 b) were the most important prognostic fac-
tors. Conclusions P16 and P53 expressions are independent prognostic factors for early stage NSCLC. (Shanghai Med
J, 2004,27:244-245)
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