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p53 and PCNA expression in gastric carcinoma and its relationship with prognosis
Wu Donghan , Zhang Xuejuan sWu Dongbing
(Department of Gastroenterology s Sanya Municipal People’s Hospital ,Sanya s Hainan 572000, China)

Abstract: Objective To discuss the expression of p53 and proliferating cell nuclear antigen(PCNA) in gastric carcinoma and
precancerous lesion and their relationship with prognosis. Methods P53 and PCNA expression in intestinal metaplasia, medium and
severe atypical hyperplasia and primary gastric cancer tissues were measured by the immunohistochemical method. Meanwhile, the
normal gastric mucosa were taken as the control group. The changes of p53 and PCNA expression in normal gastric mucosa,intesti-
nal metaplasia,atypical hyperplasia and gastric cancer tissues were observed. Results p53 expression in gastric carcinoma was sig-
nificantly higher than that in dysplasia(P<C0. 01),and closely related with gastric carcinoma differentiated degree and lymphatic
metastasis(P<C0. 05). PCNA expression was progressively increased in normal gastric mucosa,intestinal metaplasia,atypical hyper-
plasia and gastric cancer and closely related with gastric carcinoma differentiated degree,invasion depth and lymphatic metastasis( P
<C0. 05). There was positive correlation between p53 expression and PCNAL. Conclusion p53 and PCNA has abnormal expression
in the occurrence and progression of gastric carcinoma. Detecting p53 and PCNA expression has important significance for predic-
ting the clinical prognosis of gastric carcinoma.

Key words: gastric neoplasms; p53 gene; proliferating cell nuclear antigen
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