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RESULTS

BACKGROUND

* Archived drug resistance-associated mutations (DRMs) may compromise
ART for life-time and necessitate complex therapies for decades.

However, there are anecdotal reports on patients (pts) with long-term
control of HIV despite extensive resistance to current ART, suggesting
that DRMs may be dispered in different clones.*

Deep sequencing (DS) assays represent an accurate and reproducible
approach to analyze HIV-1 mutant spectra in proviral DNA, even at
variant frequencies well below those routinely detectable by
conventional population sequencing-based assays.2?

We were interested in the mutational patterns in proviral DNA in pts
who had achieved viral suppression (VS) despite history of multidrug-
resistant variants and despite a low genotypic susceptibility score (GSS)
of current ART regimen.

METHODS

+ LOWER was a nation-wide, cross-sectional study of patients with major
DRMs in 23 ARV classes (of NRTIs, NNRTIs, Pls, INSTIs) in Germany.

* In patients who had achieved viral suppression (VS) at the time of

inclusion, mutational patterns in proviral DNA (after APOBEC filtering)
were compared with cumulative DRMs available from historical
resistance tests (HRTs). GSS was assessed using Stanford-HIVdb v8.6.1.
This subanalysis focusses on patients with VS whose ART consisted of <1
active agent based on HRTs.

Figure 1. Patient disposition/selection in the LOWER study
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Of 195 pts with VS, HRTs indicated in 16 (8%) that ART had a GSS <1. Table 3. Resistance testings in the 7 patients with VS and less than 1 active agent based on historical resistance
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Table 2. Active drugs in the 16 pts with a GSS < 1 of current ART, based CONCLUSIONS

on HRTs. Drugs with GSS=0.5 are depicted in brackets.
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