NanoART Facilitated HIV-1 Clearance by a Mixed-Lineage Kinase 3 Inhibitor
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administration of URMC-099 daily and nanoformulated atazanavir and ritonavir increasing doses of URMC-099 (A).Immunocytochemical staining of HIV-1 infected MDM after 14 days
(nanoART/r) for three weeks beginning at 10 weeks post-infection. Peripheral viral infection are shown in B. HIV-1 LTR DNA was amplified by real time PCR to measure integrated HIV-1 (C). ,,auc.o0s N
load (VL), human CD4+ and CD8+ T cells, and lymphoid and brain tissues were HIV-1 RNA expression was measured by HIV-1 gag amplification by real-time PCR.
investigated for virus and immune profiling.
Figure 5. HIV-1 infected cells in spleen and lymph nodes following nanoATV/r and URMC-099 treatments. ™" meneAtt
Immunohistology for human cells (HLA-DR) and HIV-1 infected cells (HIV-1 p24) was performed in parafiin
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immune cell (HLA-DR) reconstitution in all groups of mice and numbers of p24 stained cells are reduced
following nanoATV/r treatment and potentiated by URMC-099.




