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ABSTRACT Propagation Competence Is Important for APC Transduction and Activation of Innate Immunity Propagation-Competent artLCMV Vector Controls Tumor Growth in an IFN-I-dependent Manner
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strong IFN-| response, which leads to a potent antitumor response by self-antigen-specific cytotoxic T cells infiltrating the tumor. In sum, this study uncovers the necessity of
using propagation-competent vaccine vectors for active immunization for targeting tumor self-antigens
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Figure 1. The propagating artLCMV vector overcomes tolerance to self-antigens. (A) WT and TRP2-deficient Dct-/- mice were immunized with rLCMV-TRP2. Frequency of TRP2+ CD8+ T
cells in spleen. (B) Cytokine production of splenocytes from immunized mice after stimulation with TRP2 peptides. (C) Tumor growth in and survival of immunized and unimmunized mice.
(D) WT mice previously vaccinated with rLCMV-TRP2, artLCMV-TRP2 or untreated were challenged with LCMV clone 13. Plaque assay of indicated organs. (E) Frequency of TRP2+
CD8+ T cells in spleen of immunized WT mice. (F) Cytokine production of splenocytes from immunized WT mice after stimulation with TRP2 peptides. Dct, dopachrome tautomerase;

IFN, interferon; LCMV, lymphocytic choriomeningitis virus; TNF, tumor necrosis factor; WT, wild-type.
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