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WFZERR R OBEE (3530) : In vitro selection with anti-HIV-1 drugs were used to obtain genetically
heterogeneous primary HIV-1 isolates. Env diversities significantly decreased during in vitro
selection. Furthermore, these drugs-selected variants had completely different Env sequences from
that in the passage control. This study is the first to explore the influence of anti-HIV drugs on
genetic bottlenecks in bulk HIV primary isolates containing highly diverse Env sequences using in
vitro selection methods. /n vitro selection may be a useful tool for investigating the compatibility of
combined anti-retroviral therapy using entry inhibitors.
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