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[ Abstract] Objective To investigate the expression of GSK-383 and E-cadherin in human endometrial
adenocarcinoma (EAC) and analyze their relationship with clinicopathological features. Methods The GSK-33
and E-cadherin protein in normal proliferative endometrium group (12 cases) ,endometrial atypical hyperplasia
group (19 cases), endometrial adenocarcinoma group (55 cases) were detected by immunohistochemical SP
technique. Results The positive expression rates of GSK-38 protein and E-cadherin protein increased gradual-
ly in normal proliferative endometrium, endometrial atypical hyperplasia,endometrial adenocarcinoma tissues,
and there were statistically significant differences among three groups (y*=15. 640, P=0.000). The positive
expression of GSK-38 decreased with the increasing clinical stages (P<C0. 05) ,and no difference among patho-
logical grading,age,lymph node metastasis and cancerous tissue infiltration depth (P>>0. 05). The positive ex-
pression of E-cadherin decreased with the increasing histological grade (P<C0. 05),and no difference between
the expression of E-cadherin and clinical stages, myometrial invasion, lymph node metastasis and age (P>
0.05). GSK-3B and E-cadherin expression in endometrial carcinoma showed a positive correlation (»=0.516,
P=0.000). Conclusion GSK-3B and E-cadherin may play an independent and congenerous anti-oncogene role
in the incidence and development of endometrial carcinogenesis.
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