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There is a lack of suitable small animal models to evaluate human ADCC in vivo, because of the species
incompatibility between humans and animals or due to nonspecific allogeneic immune reactions. To overcome
these problems, we established a human tumor-bearing mouse model, using NOG mice as recipients, in which
autologous human immune cells are engrafted and mediate ADCC but in which endogenous murine cells are unable
to mediate ADCC. We demonstrate significant antitumor activity in vivo associated with robust ADCC mediated by
autologous effector cells from the same patients. The present study is the first to report a mouse model in which a
potent antitumor effect of the therapeutic mAb against primary tumor cells is mediated by autologous human
immune cells. This approach makes it possible to model the human immune system active in Ab-based cancer
immunotherapy including combination treatment in vivo, and thus to perform more appropriate preclinical

evaluations of novel therapeutic mAb.
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