Monocytes of HIV-1 elite controllers and relatives show enhanced trained immunity
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BACKGROUND

The contribution of the innate immune system to the
development of the protective responses seen in elite
controllers (EC) remains poorly studied. Therefore, our
aim is to investigate whether EC and 1%*-degree relatives
show enhanced monocytes responses and trained
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increased monocyte responsiveness upon secondary
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Figure 2. Pathway associated with genes near the differential
peaks found enriched in ECs in comparison to non-ECs.

* The presence of trained monocytes before HIV
is acquired (FAM-EC) might result in better HIV
control, therefore favouring the EC status.

Cytokine production was assessed by ELISA 1C 1D 1E 1F 1G 1H * The induction of trained immunity in
TNF TNF g TNF TNF TNF TNF * . .
o * % . coo0d - 0004 : monocytes might contribute to HIV control.
Table 1. Demographics of the participants. 1! r |
0 - - s o .
EC Non-EC FAM-EC  FAM-non-EC 4000 4000 T . 4000 o0 0
Total 31 30 23 22 N 2 _, S
3000 - y = 30001 S o —= 3000 3000 ® 5.0-
Mal % 20 (64.5 23 (76.7 8 (34.8 7 (31.8 S £ o © 4 » £ £ -
B s :0en)  sEas)  Ts) L S | . : s S 5 ADDITIONAL KEY INFORMATION
5 49(39.5-64) 55 (49.3-60.8) 53 (42.5-62) 55.5 (48-68) 2000 <2000 3 2000 . 2000 2 .

(IGR) : = ). . = 25 Jessica.dossantos@radboudumc.nl
Relation (%) 1000 1000 - 1000 - . 1000 -

Sibling - - 14 (60.9) 13 (59.1) : i : i Vos et al. Front Immunol 2022 Dec 20; 13:982746

Parent - . 8 (34.8) 6 (27.3) o * — oF | f | o1 " | O — | 0.0 www.2000HIV.com

Child 3 3 1 (4.35) 3 (13.6) RPI\/ZII g IT_ISIS\./” B-gluciand [El;gslucan FAM-EC  FAM-non-EC RPled I_PSRPMI B-gl;czjjn I_PBS-qucan EC Non-EC
na. na.: nNa. Na:.
mn T %\ "y e : ;.
é .Z o IV @ Radboudu m c L“” (DZNE d "?7// FleS}lniVOl'Sit.Clt. ..::. c i [ M Rcesga; ‘;{!T;fm;cular Medicine m V./-‘\V
university medical center UNIVERSITEIT g:::zzzegséf::;tr;?f;flrjl:;ankungen ///’9‘ / sgronimngen . ZENTRUM EOUR INDIVIDUALISIERTE of the Austrian Academy of Sciences - II
GENT in der Helmholtz Gemeinschaft = 4 INFEKTIONSMEDIZIN Monitoring Healthcare




