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Abstract:Objective:To explore the level of expression of KAIl protein in gastric carcinoma (GC) and its relation with biological

behavior correlated to GC and its role in the development,invasion and metastasis of GC. The result of study may be useful indicator of the
prognosis,invasion and metastasis of GC .It seems to give us a new way to cure GC.Methods:30 cases of GC and 30 cases normal gastric
mucosa were detected with immunohistochemistry respectively.Each specimen from patients with GC contains primary carcinoma tissue
and normal tissue around carcinoma tissue with the distance more than 6¢cm. All patients didn ’t receive any antineoplaston.Results: The
positive expression rate of KAIl protein in gastric tissue was 20% (6 in 30 cases) and that of in normal gastric tissue was 93.3%(28 in
30cases).The result was significantly different; The abnormal expression of KAIl was closely correlated to the grade of tumor
differentiation . tumor stage and lymph node metastasis (P <0.05).Conclusions: The positive expression of KAIl Protein in normal gastric
tissue was significantly higher than that of in gastric carcinoma tissue; The abnormal expression of KAIl was closely correlated to the

grade of tumor differentiation . tumor stage and lymph node metastasis, which means that KAIl gene can suppress invasion and metastasis

of gastric carcinoma in some degree.
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