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Figure S1- A- Schematic representation of vMIA topology. VMIA is constituted by 163 amino acids. In
the N-terminal it contains a transmembrane domain (TM), localized between the amino acids 5 — 34. The

C-terminal functional domain (in black) is located between the amino acids 118-147. Adapted from
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Goldmacher V. 2002. B—- Western blot analysis of the Pex14 expression in the absence or presence of
VMIA in HepG2 and HFF cells. Representative image of three independent experiments. Tubulin was
used as a loading control. C- RT-gPCR analysis of Pex14 mRNA production in the absence or presence
of vMIA in Mefs MAVS-Pex cells. GAPDH was used as control. Data represents the means + SEM of
three independent experiments. Error bars represent SEM. D- (a-c) VMIA intracellular localization in
HepG2 cells (a) vMIA-myc, (b) TOM20 and (c) merge image of a and b. (d-f) vMIA intracellular
localization in HFF cells (d) vMIA-myc, (e) TOMZ20 and (f) merge image of d and e. (g-i) VMIA
intracellular localization in Mefs MAVS-Pex cells (g) vMIA-myc, (h) TIM23 and (i) merge image of g

and h. Confocal images from immunofluorescence staining. Bars represent 10 pm.

N
&
) 9 N
N 0‘& 9‘8‘ s i} & g 5.0%10
& ¢ & e e = .
s & P o & & :E: 4.0x10
pe .
RIG- L - El | — —l g5 o
g% 20100
| f— t
v > = g
Tubulin |-— — _-l |—— — —-l ¥ 0 N
& Q._O *\3‘
ooo Sy' wd
@ &
& R
b
&

Figure S2 — A- Western blot analysis of the production of GFP-RIG-I-CARD and GFP-RIG-I in Mefs
MAVS-Pex cells in the presence or absence of vMIA. Tubulin was used as a loading control. B- RT-
gPCR analysis of RIG-1 mRNA in Mefs MAVS-Pex cells stimulated with GFP-RIG-I-CARD in the
presence or absence of vMIA (performed with primers annealing with the human RIG-1, in order to solely
analyse the transfected human GFP-RIG-I-CARD). GAPDH was used as control. Data represents the

means + SEM of three independent experiments. Error bars represent SEM.



