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nhibition of the BRCA1 tumor suppressor
by the Helicobacter pylori oncoprotein CagA

Cancer Research Institute seminar

Masanori Hatakeyama, MD, PhD

Head, Laboratory of Microbial Carcinogenesis,
Institute of Microbial Chemistry, Tokyo, Japan

Time and Date : 17:00 -18:00 July 14, Fri.

Venue : 4F Conference Room, Cancer Res. Inst.

Loss-of-function mutations in the BRCA1 or BRCA2 tumor
suppressor gene are occasionally associated with breast,
ovarian, pancreatic, and prostate cancers. In contrast, gastric
cancer, caused by chronic infection with CagA-positive
Helicobacter pylori, hardly carries BRCA1/BRCA2 mutation.
Under these circumstances, we recently found that H. pylori
CagA subverts BRCA1 function, thereby provoking genomic
instability in H. pylori-infected gastric epithelial cells that
underlies the development of gastric cancer.

Contact : Masanobu Oshima
(Division of Genetics, CRI #6760)




