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WHIERCROBEEE (Fn30) - ABFZETIX, IHERIKICKIT S8 MuE Ry (LA (HIV) $FRE
ARG EME T A (CTL) OFEMMEAZHONCT 5 L2 HME Lz, A =R~ DHE
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MRzl R OB E (FE30) : In this study, we aimed to elucidate the mechanism by which
human immunodeficiency virus (HIV)-specific cytotoxic T lymphocytes (CTLs) are induced
in the intestine. HIV-1 Gag-expressing Salmonella typhimurium aroA  or aroA'invA
mutants, which can or not, respectively, penetrate Peyer’s patches, were used as oral
antigens into mice. However, Gag-specific CTLs were hardly induced in both the systemic
and the gut mucosal compartments. Further study should be needed for better
understanding of the role of Peyer’s patches in the induction of mucosal CTLs.
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