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Table S1. Summary of IKK inhibitors included in the study.

Compound Source Cat. No. Target I1C50 Ref.
. . 19 nM (TBK1);
MRT67307 Invivogen  inh-mrt TBK-1/IKKe 160 nM (IKKe) [1]
. 6nM (TBK1);
BX-795 Invivogen  tlrl-bx7 TBK-1/IKKe 41 nM (IKKe) [2]
1.0 nM (TBK1);
TBK1/IKKe-IN-1 Selleckchem  S8922  TBK-1/IKKe 5.6 nM (IKKe) [3]
TBK1/IKKe-IN-2 Selleckchem  S0425  TBK-1/IKKe - [4]
GSK8612 Selleckchem  S8872 TBK-1 158 nM [5]
TPCA-1 Selleckchem 52824 IKKp 179 nM
SC514 Selleckchem  S4907 IKKp 3-12 uM [6]

Table S2. Immunological and virological characteristics of study participants at the time of cell sample collection.

Estimated min.

Estimated min.

. . . ART
D Age se Emicty Y on @llohD b opiesimy  Resimen”
(years) (years)

1 38 M  Caucasian 4 460 932 <40 DRV/COBI
39 M Caucasian 8 49 603 902 <40 DTG/ABC/3TC
/DOVATO

3 36 F Caucasian 7 6.4 504 1396 <40 ABC/3TC,
DOVATO, RAL

* ABC, abacavir; COBI, cobicistat; DRV, darunavir; DTG, dolutegravir; RAL, raltegravir; 3TC, lamivudine.
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Figure S1. IKK Inhibitors induce HIV reactivation in in vitro lymphoid ACH-2 model of latency. HIV
reactivation is determined by the expression of HIV-1 p24 antigen in cell culture supernatants as measured
by ELISA in ACH-2 cultured for 48 h in the presence of subtoxic concentrations of IKKis. HDCAi panobino-
stat (PNB) and vorinostat (VOR) were used as controls for HIV-1 reactivation. Basal reactivation (grey-
dashed line) in ACH-2 was established according to the non-drug condition (ND). Red dashed line repre-
sents toxicity in untreated condition. Mean + SD of three independent experiments is shown. *p < 0.05; *p <
0.01, ***p < 0.001.
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Figure S2. Antiviral activity of IKK inhibitors in acute HIV-1 infection cell models. IKKis do not exert
anti-HIV activity on in vitro acute infection in lymphoid Jurkat (A) and myeloid HL-60 cells (B) as measured
by the generation of GFP+ cells 72h after infection with VSV-HIG. Anti-HIV compounds efavirenz (EFV)
and raltegravir (RAL) were used as controls. Grey-dashed line indicates infection level in ND control. Red
dots indicate relative cell viability. Mean + SD of three independent experiments is shown.
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Figure S3. Antiviral activity of antiviral drugs in combination with IKK inhibitors. Anti-HIV activity of
EFV (A) and RAL (B) in Jurkat cells coincubated with 4 pM of MRT67307 or TPCA-1 and infected with
pseudotyped HIV-1 (VSV-HIG). Infection was measured as the percentage of GFP+ cells 48h after infection.
Anti-HIV activity of EFV (C) and RAL (D) in HL-60 cells incubated with 4 uM of MRT67307 or TPCA-1. Red
dots indicate cell toxicity of each IKKi alone. Mean * SD of three independent experiments is shown.
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