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Analyzing complex resistance patterns of Pls with bio-informatics resistance determination (BIRD): a novel
approach employing synthetic viral genes carrying clinically relevant patterns of Pl-resistance mutations
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of the mutations L33F, A71V from their sources had a significant impact on viral growth resulting in an impaired
viability. Subsequent phenotypic characterization (21/40 viruses) showed that L33F, 147V, and I54L in this
Pl-resistance genetic background played a crucial role in reduced susceptibility to marketed Pls (e.g. amprenavir
and lopinavir). In addition we observed that the binding affinity (surface plasmon resonance) between such Pls
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An analysis of an in-house database of matching phenotypic and genotypic profiles of HIV-1 clinical isolates yielded a In the intermediate genotypes between source virus 1 and target virus 1 the titers for viruses (~L33F) and (-L33F, ATV No. of removed mutations
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To determine virus titers and viral growth, MT4 cells equipped with Long Terminal Repeat-Enhanced Green Fluorescent about 10-fold, while the contribution of K201 and M36! seemed to be negligible (Figure 3b)
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Protein (LTR-EGFP) at 500,000 cells/mL, were inoculated with different dilutions of the recombinant viruses. The plates
were incubated at 37°C and 5% CO, and fluorescence of the wells was read at different timepoints post infection.

— the influence of the L10I mutation was less clear, but seemed to cause a ~2-fold reduction in TMC114 susceptibility.

These results are in line with findings in the clinic.2
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