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e R OEE (3£30) : Splenic NK cells isolated from EBV-infected humanized mice two days
post-infection and cultured for two days produced higher levels of IFN-y as compared with the same
cells isolated from uninfected humanized mice and processed similarly. Activated T-cell preparations
were generated from cord blood by culturing with IL-2 and anti-CD3 antibody. When this activated
T-cell preparation was administered to EBV-infected humanized mice generated with hematopoietic
stem cells isolated from the same cord blood sample, therapeutic effects was evident as decreased EBV
DNA levels in mouse organs and prolonged life span.
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