Circulating Acyl-CoA-Binding Protein abates T-cell function in people living with HIV
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Circulating ACBP levels are elevated In people

Autophagy = degradation pathway degrading cytosolic cellular

structures to produce energy and regulate cellular pathways. living with HIV In the chronic phase of the infection,
on ART or not. Plasma ACBP levels are linked with
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Autophagy allows the production of 1L21 by CD4 T-cells and
efficient cytolytic responses by CD8 T-cells (Loucif, Autophagy 2021).
- Autophagy and IL-21 production - efficient anti-HIV T-cell
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> Autophagy is in part regulated by the acyl-CoA-binding In vitro, m|m|Ck|ng extracellular ACBP using e iz e A o' e T

protein (ACBP) which has two functions.
- Intracellular ACBP 2 autophagy by shuttling activated Acyl-

CoA bound lipids to cellular organelles

recombinant ACBP decreased T-cell responses,
Including against HIV-peptides.

HIV peptides Figure 3: Extracellular ACBP decreases
mem D8 T-CelS  polyclonal and  HIV-specific  T-cell

- Secreted extracellular ACBP N autophagy and 2 appetite. : : 254 0.0078 responses.

Herein, we assessed whether autophagy and the ACBP Hence, extracellular ACBP 1Is a target {0, mprove 2.0- 10pg/mL of recACBP were added to

pathway were associated with T-cell function in PLWH. _ . : ;> 1.5 PBMCs from ART-treated donors,

Immune function in PLWH, towards an HIV cure. . \ stimulated with anti-CD3 (1pg/mL) or HIV

METHODS o peptides (Gag, Env, Pol, Nef) for 18

hours In the presence of brefeldin A

- Plasma and peripheral blood mononuclear cells (PBMCs) clutamic acid T (5pg/mL). Flow cytometry was used to
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were obtained from 37 Elite controllers, 55 long term ART- 007 - l Figure 1: Plasma ACBP levels "3 (Yo‘b assess intracellular  production  of

treated PLWH an_d 31 uninfected controls_._ | . were higher in ART-treated N iIndicated cytokines in memory CD4 or
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