TCR-mimic bispecific antibody reduces HIV provirus and delayed the viral rebound post ATl in a novel HLA allele specific BLT hu-mice 501
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Figure 1. Study design for cohort I: reservoir size assessment (A) and cohort Il: the rebound delay post ATI (B).
Blood drops indicated the bleeding time points; blue shades indicated the period of ART treatment. Figure 3. (A & B) HIV DNAscope signal in LN of study animals and vDNA+ cells frequency by the end of study in cohort I. CD4 signal in brown, cDNA in red with green circles highlighted in H2 (A) and HI12 (B) treated animals. (C) HIV proviral DNA size in LN

quantification based on the DNAscope results. (D) Frequencies of splenic CD4+ T cells harboring intact, 5’ deleted, 3’ deleted/hypermutated, or total HIV-1 provirus (cohort I). Data reported as HIV-1 copies per million splenic CD4+ T cells. Significance
determined by two-way ANOVA followed by Sidak’s test for multiple comparisons, *P<0.05, **P<0.01.
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