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The expression of Cyclin E,p53 and PTEN in gastric carcinoma and the clinical significance
Xie Zhihui' ,Wang Lei* ,Chen Jin',Jin Linfang”
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Abstract ; Objective To explore the expression and significance of CyclinE, p53,and PTEN in gastric carcinoma. Methods Im-
munohistochemistry Envision two step system was used to detect the expression level of CyclinE, p53 and PTEN in sixty five gas-
tric cancer samples with thirteen of normal gastric tissue as a control. Results 1. The expression rate of Cyclin E in gastric cancer
tissues was high, which went up with increasingly invasive depth,occurring lymphatic metastasis,and clinical stages,reduced histo-
logical differentiation and long distance metastasis(P<C0. 05). 2. The expression rate of p53 in gastric cancer tissues was high,and
increased with increasingly invasive depth and clinical stages,reduced histological differentiation,occurring of lymphatic metastasis
and long distance metastasis(P<C0. 05). 3. The expression rate of PTEN in gastric cancer tissues was low, and reduced with in-
creased invasive depth and clinical stages,reduced histological differentiation, occurring of lymphatic metastasis and long distance
metastasis( P<(0. 05). 4. In gastric cancer, the expression of PTEN and p53,Cyclin E were of inverse correlation. The relationship
Cyclin E, p53 and PTEN relatively could be a

marker in biological behavior of gastric cancer and estimation of prognosis,then it is suggested that combined detection may have

between the expression of Cyclin E and p53 were negative( P<C0. 05). Conclusion

higher accurate rate.
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