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Cell-chemical Study on the Carcinogenicity of Helicobacter pylori against Gastric Mucosa

— 1n Reference to the Expression of pd3 Protein

TANI Norio®, KITAHARA Ken* and ISHIZUKA Akiei**
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ABSTRACT

A causal relationship between Helicobacter pylori (Hp) and gastric cancer was cell-chemically
investigated according to the fact that continuous Hp infection develops atrophic gastritis which is
considered to be precancerous condition and to several epidemiologic reports which suggests
correlation between Hp infection and gastric cancer. Comparative study on the expression rate of p53
protein and the degree of atrophic change in the gastric mucosa between Hp-positive and -negative
patients was performed using biopsy specimens of gastric mucosa obtained by endoscopy from 21
patients who visited our institute with symptom of epigastric pain, being based on the patients'
informed consent in accordance with Helsinki Declaration. Six patients (40%) of 15 Hp-positive
patients showed the expression of p53 protein, while no patients except for one patient who received
anti-Hp therapy one month ago showed the expression of p53 protein. The grade of atrophic change
was generally high in Hp-positive cases. From the results of this study atrophic change of gastric
mucosa due to continuous infection of Hp may induce gastric cancer through increase of p53 protein
or overexpression of mutant type pd3 which may cause disturbance in the regulation of cell cycle.

Key Words : helicobacter pylori, stomach cancer, pb3 protein



