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Figure S1. Effect of TNFa on MMP-2 production in monocytic cells.

We cultured monocytic THP-1 cells in 12-well plates at 1 x 108 cells/well. We then treated the
cells with vehicle (BSA), TNFa (10ng/ml), and LPS (positive control, 10ng/ml), separately.
After 24 hours of incubation, we collected the cells and supernatants. We also incubated THP-
1 monocytic cells with triacsin C, myriocin or etomoxir for 1 hour and then exposed to TNFa
for 24 hours. We determined MMP-2 secreted protein by ELISA. (B) Primary monocytes were
treated with vehicle, TNFa or LPS. MMP-2 protein was determined. Three independent
experiments were performed with similar results. Data are expressed as mean+ SEM (n = 3).

One way for comparing treatments vs control) were used. **p < 0.01, ****p < 0.0001.



B
Inhibition of MAPK pathways Inhibition of NF-kB pathways
150+

150
S S
~ 1004 S _
z i z Lo
ie) —_
g =
= 50+ 2 50
Q o
© O
> <«; O N © o I I
&
F & SV & K S L &L L
! S
NF-kB/AP-1 reporter monocytic cells Q)@\ &
150+
S
:'; 1004 =
B
@
>
% 50
O
0——=
Y & € €€
F S ;& xx\é ;gé
0*5\ .00\(\ %\Q
& &
2 NS

Figure S2. The effect of inhibitors on cell viability. (A-B)The effect of TNFa
stimulation of THP-1 cells in combination with MAP kinase or NF-kB inhibitors on
cell viability was evaluated by measuring cell metabolic activity (MTT assay). (C)
The effect of TNF stimulation of NF-kB/AP-1 reporter cells in combination with
triacsin C (5 uM), myriocin (1uM) or etomoxir (10 uM) on cell viability. The cell
viability is expressed as the percentage of cells compared to the condition of the
Vehicle. Three independent experiments were performed with similar
results. Data are expressed as mean + SEM (n = 3). One way for
comparing treatments vs control or treated cells) were used.



Figure S3 A  (Full Blots for Figure 3B)

ACSL1

B actin




Figure S3 B (Full Blots for Figure 4E)
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Figure S3C
(Full Blots for Figure 4E)
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Figure S3D (Full Blots for Figure 4E)
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Figure S3 C
(Full Blots for Figure 4E)
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