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MICRONUCLEUS INDUCTION WITH PROTEINEOUS EXTRACT
FROM HELICOBACTER PYLORI IN HUMAN LYMPHOCYTE
AND GES—1

Ma Hong,Ning Tao,Deng Dajun,et al
Beijing Institute for Cancer Research & School of Oncology,Beijing Medical University,
Beijing,100034

Abstract Infection of Helicobacter pylori (HP) was considered as a risk factor for stomach
cancer. Study on the genetoxicity of HP would be useful to understand HP’s role played in
carcinogenesis. Micronucleus assay in human peripheral blood lymphocytes with HP extract
was conducted. Induction of micronucleus in cultured human lymphocytes and GES—1 with
extract of HP in dosage of 0. 6 — 3. 9ug protein/ml was observed. However, E. coli did not
show such effect. Result indicated the clastogenecity of HP may account for the gastric car-
cinogenesis.

Key words Helicobacter Pylori; Micronucleus; Cultured human lyraphocyte ; Human gastric
epithelia cell (GES—1)
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