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BACKGROUND RESULTS
Comtemporary integrase strand transfer inhibitors (INSTls) have potent antiretroviral A total of 6523 PWH were followed over the 3-year study period as part of standard HIV clinical care, among which 3383 (52%) were receiving B/F/TAF, 2580 (40%)

activity and a high barrier to resistance. They are recommended as components of

both 2- and 3-drug regimens as initial or switch options. In phase 3 studies of B/F/TAF were receiving DTG/3TC, and 560 (9%) receiving CAB+RPV as a second or greater line of therapy. The proportion of PWH with VF was 6% (203/3383) for B/F/TAF and

DTG/3TC, or CAB+RPV LA IM the rate of virological failure (VF) is very low, with various 5% for both DTG/3TC (129/2580) and CAB+RPV (28/560).
Fgfsstg;ggsﬁiint;eozgnfgﬁte:r;ebOigi;";’;grﬁn ee\’:iig(rﬁarii%aggg‘r%ytzgs(ifivbeelgpment of The observed incident resistance mutation rates at confirmed VF was 3% (6/203) with B/F/TAF, 15% (19/129) with DTG/3TC, and 32% (9/28) with CAB+RPV
' (Fig. 1).
OBJECTIVE Fig. 1. Proportions of PWH with VF and treatment-emergent HIV resistance with Table 1. Details of treatment-emergent RAMs at VF for each regimen
. . . . B/F/TAF, DTG/3TC, and CAB + RPV B/F/TAF (N = 3383 CAB + RPV (N = 560
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an observational study including treatment-experienced (TE) PWH ﬁf’FgQBFB M Virologic success, n = 3180 Virologic failure, n = 203 \P/\IiVH/\lilvitt\/any treatment-emergent RAM at confirmed 6/203 (3 191129 (15) 9128 (32)
WhO experienced 3 Vir0|0gica| failure (VF) on B/F/TAF, DTG/3TC, or = No treatment-emergent BAMs at Vi, n =19/ B Any treatment-emergent BRAMs at Vi, n =6 , N ( o) =7
CAB+RPV LA IM after receiving at least one prior regimen. » Treatment-emergent InSTI RAMs alone N=0 N=0 > 138K
N =10
N=2
4 M184V + R263K
qy,  Treatment-emergent InSTI + M184V RAMs 1 M184V + E138K N/A
M ETH ODS DTG/3TC M Virologic success, n = 2451 Virologic failure, n = 129 \IV 1 M184V + N155H 3 M138h£3/8f\é:4l6]1838|:48R
: : : : : : N = 2580 No treatment-emergent RAMs at VF, n = 110 M Any treatment-emergent RAMs at VF, n = 19 ~ ~
Retrospective analysis using a national French multicenter database of genotypic T N=4 N=9
: : . . ' reatment-emergent NRTI RAMs alone N/A
resistance assays and electronic medical records of demographics, therapeutic and 5% 4 M184v 9 M184V
immune-virological data of PWH between 01/01/2022 and 31/12/2024. 1 E138}[2]a=+7Q148Rb
 Inclusion criteria: adult PWH with history of >1 prior regimen and receiving 1 E138K2 + N155HP
g , Or + wIth eviaence o l.e. Z consecutive - + M Virologic success, n = 532 Virologic failure, n = 28 Treatment-emergent NNRTI + InSTI RAMs N/A N/A 1 E138A2 + R263K
B/F/TAF, DTG/3TC, or CAB+RPV LA IM with evid fVF(i.e. 2 tive HIV-1 CAB + RPV b

B Any treatment-emergent RAMs at VF, n =9 2 Y181C2 + Q148Rb

1 K101E2 + E138KP
1 K101E2 + E138K/Q148R®

plasma VL>50 c¢/ml). N = 560 No treatment-emergent RAMs at VF, n = 19
e Exclusion criteria: HIV-2 infection, heavily TE PWH?*. 5%

« Sanger genotypic resistance assays performed as part of standard clinical care at
the time of VF. E

Table 2. Characteristics of PWH with treatment-emergent RAMs at VF for each regimen

*(>1 prior regimen and received either ibalizumab, enfuvirtide, fostemsavir, or lenacapavir; or >1 prior regimen with evidence of viremia
[viral load >200 copies/mL] and received either maraviroc, etravirine, doravirine, dolutegravir twice daily, or darunavir twice daily).
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aANNRTI RAM, InSTI RAM. ¢tMeasured prior to the 3-year follow-up. dMeasured during the 3-year follow-up. ATV/r + FTC/TDF; atazanavir/ritonavir + emtricitabine/tenofovir disoproxil fumarate; B/F/TAF, bictegravir/emtricitabine/tenofovir alafenamide; CAB + RPV, cabotegravir + rilpivirine; DRV/r + FTC/TAF; darunavir/ritonavir + emtricitabine/tenofovir
alafenamide; DRV/r + FTC/TDF; darunavir/ritonavir + emtricitabine/tenofovir disoproxil fumarate; DTG/3TC, dolutegravir/lamivudine; DTG/ABC/3TC; dolutegravir/abacavir/lamivudine; DTG/RPV, dolutegravir/rilpivirine; EVG/c/FTC/TAF, elvitegravir/cobicistat + emtricitabine/tenofovir alafenamide; F, female; InSTI, integrase strand transfer inhibitor;

M, male; N/A, not applicable; NNRTI, non-nucleoside reverse transcriptase inhibitor; NRTI, nucleoside reverse transcriptase inhibitor; PWH, people with HIV; RAL + FTC/TDF; raltegravir + emtricitabine/tenofovir disoproxil fumarate; RAM, resistance-associated mutation; RPV + ABC/3TC; ripilvirine +abacavir/lamivudine; RPV/FTC/TAF,
ripilvirine/emtricitabine/tenofovir alafenamide; VF, virologic failure; VL, viral load.
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