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WFFERE O (J£30) : In order to elucidate the life cycle of Epstein-Barr virus (EBV),
which causes infectious mononucleosis, Burkitt’s lymphoma, or gastric cancer, we here
focused on the reactivation of the virus from latency. Research like this is of significant
importance since it may help control spreading of the virus. Our project has progressed
very well. We already have reported about a factor that is crucial for the reactivation
(Murata et al., JBC (2009) 284:8033-41). Other factors with great interest have been
identified by our ¢cDNA library screen, followed by detailed investigation, and we are now
preparing to submit those data to scientific journals.
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