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e RO EE (330) : Mast cells are not only effector cells in allergic responses, but
are also initiator and regulator cells in both innate and adaptive immune responses. They
are known as important players in host defense against bacteria, however, their role in
viral infections is largely unknown. We have reported that intradermal injection with
herpes simplex virus 2 (HSV-2) into mast cell deficient Kit""" mice lead to increased
clinical severity and mortality with elevated levels of virus titers in HSV-infected skins.
Moreover, the severe mortality in Kit""™" mice was completely recovered by intradermal
reconstitution with bone marrow-derived mast cells (BMMCs) which were derived from
wild-type (WT), but not INF’/ or IL-67, mice. Here, we show that HSV did not directly
induce these cytokines production, whereas supernatants from HSV-infected keratinocytes,
Pam 212, induced TNF-« and IL-6 production by BMMCs. Thus, our findings suggest that mast
cells are involved in host defense at HSV-infected sites through TNF-a and IL-6
production.
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