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Epstein-Barr virus (EBV) infection is closely related to the occurrence of
malignant lymphomas. CD30 stimulation did not induce apparent changes related to genomic
abnormalities in lymphoblastoid cell lines (LCLs). On the other hand, classical Hodgkin lymphoma
(cHL) cell lines, which represent transformed statuses of LCLs revealed genomic abnormalities by
CD30 stimulation. CD30 mediated generation of reactive oxygen species (ROS) was thought to play
causative roles in the generation of genomic abnormalities. The results suggest that LCL and cHL
cells appear to show different responses to ROS. The results in this study suggest that additional
changes in cellular statuses are required to trigger CD30 mediated induction of genomic
abnormalities in early stage of EBV-infected cells.
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