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R~ AEENICTHEE LT MEHRE~TY R (B ME~vTU ) 2ERL, Z2O~TU 2%
VW72 in vivo @ HIV YL EBR RO 2 Hig L7z, & Mb~ w7 A2 HIV-1 2%, hnn
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WFZER I OBEE (530) : A small animal model for the analysis of HIV-1 infection has not
been established yet. To establish the animal model, we generated new humanized mice
and investigated the responses of human T cells against HIV-1 in the mice. HIV-1 was
detected in plasma of the mice after HIV-1 infection and the number of CD4 T cells in the
mice decreased. Also, effector CD8 T cells which are important for the elimination of
HIV-1-infected cells were induced in the mice after HIV-1 infection. These results indicate
that a humanized mouse model will be available for the analysis of HIV-1 infection.
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