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Abstract

We modeled interaction between the immune system and HIV with CA (cellular au-
tomata), and investigate an effect of diversity of HIV strains. Our CA model has not
only four states but type of HIV and T-Cells. We performed computer simulation.
variating maximum value of the diversity of HIV. As a result, T-Cell decrease and
simulation steps increase were found in the situation with great diversity of HIV. We
also observed infection state, incubation period state, AIDS state in CA pattern.
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