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ABSTRACT Objective: To study the expression of proliferating cell nuclear antigen (PCNA), p63 and p53 in lung cancer tissues
and to gain an insight into their biological significance in carcinogenesis of lung neoplasms. Methods: 195 formalin-fixed,
paraftin-embedded specimens of lung cancers and 57 matched surrounding tissue specimens as control were examined for PCNA, p63
and p53 protein expression by immunohistochemistry using tissue microarray. And the relationship between expressions of PCNA, p63,
p53 and the clinicopathologic characteristics was analyzed. Results: The positivity of PCNA, p63, p53 in lung cancer was 96.41%,
38.46% and 58.46%, however, there were no expressions in surrounding tissues (P<0.05). The correlations between the expression of
PCNA, p63, p53 and the tissue type, between the expression of PCNA, p63 and differentiation were confirmed, and the worse the
differentiation, the higher the expression (P<0.05). Besides there was a positive correlation between the p53 and PCNA (=0.352, P=0.
043), no correlation between the p63 and p53, PCNA. Conclusion: The expression of PCNA,p63 and p53 are significantly increased in
lung cancer. They play an important role in the carcinogenesis of lung cancer and may help to distinguish squamous cell carcinomas from
other three types of lung neoplasms in diagnostic pathology.
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Table 1 The relationship between expressions of PCNA, p63, p53 and the clinicpathologic characteristics[n(%)]

PCNA protein p63 protein p53 protein
Characteristics n Positive , Positive , Positive , .
(%) (%) (%)
Male 134 129 (96.27) 50(37.31) 83 (61.94)
Gender 0.025 0.875 0.239 0.625 2.135 0.144
Female 61 59 (96.72) 25 (40.98) 31(50.82)
<40 10 9(90.00) 4 (40.00) 5(50.00)
Age (year) 41-60 91 87 (95.60) 1.94 0379 27(29.67) 5.765 0.056 62 (68.13) 2.021 0.364
>60 94 92 (97.87) 44 (46.81) 47 (50.00)
ScC 70 69 (98.57) 59 (84.29) 56 (80.00)
AC 83 82 (98.80) 10 (12.05) 40 (48.19)
Tisuue type 42.376  0.000 96.949 0.000 21.327 0.000
BAC 27 25(92.59) 4 (14.81) 11 (40.74)
SCLC 15 9 (60.00) 2(13.33) 7 (46.67)
High
39 34 (87.18) 18 (46.15) 18 (46.15)
differentiation
Cytological
. Medium
classifica- 103 98 (95.15)  7.633  0.022 57(55.34) 4.47 0.107 62(60.19)  11.043 0.004
) differentiation
tion
Low
53 53 (100.00) 20(37.74) 42 (79.25)
differentiation
<3 61 58 (95.08) 23 (37.70) 37 (60.66)
Size (cm) 3~6 85 83(97.65) 0.722  0.697 35 (41.18) 1.485 0.476 53 (62.35) 2.462 0.292
>6 49 47 (95.92) 1530.61) 24 (48.98)
Pathological I/ 115 109 (94.78) 49 (42.61) 65 (56.52)
2.145  0.143 2.032 0.154 0.434 0.51
stage v 80 79 (98.75) 26 (32.50) 49 (61.25)
Lymph node with 85 81 (96.29) 36 (42.35) 50 (58.82)
) 0.543  0.461 0.965 0.326 0.008 0.928
metastasis without 110 107 (97.27) 39 (35.45) 64 (58.18)
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