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to both bNAbs was similar (p=0.99) in viremic participants (9/22 [41%]) compared to those
with virologic suppression (10/24 [42%]).

CONCLUSIONS

More complex signatures predicted phenotypic susceptibility to teropavimab (Figure 2; Panel
A) and zinlirvimab (Figure 2; Panel B) with greater specificity.

® A significant number of the analyzed 4DR-PWH were found to have virus susceptible to TAB and ZAB.

Nonsignificant correlations between phenotypic sensitivity to bNAbs and age, years of ART, ® Demographics and clinical characteristics of analyzed population did not appear to be correlated with susceptibility to TAB and ZAB.

CD4+ cell count, HIV-RNA, type of ART regimen at the sample collection, viral tropism and HIV

. . . iy ® Confirmation of these findings in a larger sample may elucidate if heavily treatment experienced PWH with multidrug-resistant HIV could be considered candidate for
subtype. There were marginal correlations between phenotypic sensitivity to TAB and years

since HIV diagnosis (Spearman r= 0.287, p=0.053) and phenotypic sensitivity to ZAB and

future trials investigating bNAbs-containing regimens to achieve or maintain virologic suppression
CD8+cell count (Spearman r=-0.317, p=0.049).
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