Mitochondrial protein CMPK2 regulates IFN-alpha-enhanced foam cell formation, potentially contributing to premature atherosclerosis in SLE
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Supplementary table and figure legends
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[image: ] Supplementary figure 1. BMDMs were seeded in 96‐well plates and incubated overnight, and the medium was replaced with fresh culture medium containing the various stimulating agents indicated for 24 h. CCK‐8 reagent was added and incubated for 2 h at 37°C. The OD values for each well were read at a wavelength of 450 nm with a microplate reader. The relative cell viability in the stimulus-treated cells compared to that of the untreated cells is shown.
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Supplementary figure 2. Wild-type TDMs (#WT) or CMPK2-KO clones #3-2 and #3-8 were treated with IFN-α, oxLDL or IFN-α+oxLDL for 24 h. The cells were then stained with MitoSOX and DAPI and examined under confocal microscopy.
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Supplementary figure 3. Effects of CMPK2-KO on IFN-α-induced IL-1 production and caspase-1. Wild-type cells and CMPK2-KO clones were stimulated with IFN-α, and the levels of IL-1β in the respective supernatant were measured by Western blotting and ponceau S staining (A, upper panel). The statistics from more than three independent experiments are shown (A, lower panel). The levels of active caspase-1 were determined by flow cytometry (B, upper panel), and the statistics from more than three independent experiments are shown (B, lower panel).
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QPCR primers and SRNA duplex. sequences used in the study

Supplementary table 1

Gene Primer Sequence Gene Primer Sequence
GAPDH F5-AGGTGAAGGTCGGAGTCAAC-3 SR-A (MSR1) F5-TTTGATGCTCGCTCAATGACA-3
NM_002046.7 R5"-CCATGTAGTTGAGGTCAATGAAGG-3 NM_1387153 R5-GCTGCCACTATTCCAATGAGAG-3
p— F5'-CTGAGGAGAGGTTGCAGAGG-3 ABCGI F5-ATTCAGGGACCTTTCCTATTCGG-3
NM 2073153 R5"-CTGCAGGACCTTTTCTCTGG-3! NM_016818.3 R5"-CCTGTATCCAGCCAGGATGTT-3
CMPK25gRNA  5-GCCCTGGCTCACTTCGCCCT-3
Mouse_Gapdh  F5-TGGTGAAGGTCGGTGTGAAC-3 Mouse_Cmpk2 ~ F:5-GGAACCTCATCTGCACCCAT-3

NM_001289726.1

SiCmpk2-mus_839

R5-CCATGTAGTTGAGGTCAATGAAGG-3

5-GGCAGUACUUGACCUAGUU-3

NM_020557.4

SIRNA Negative
Control

R5-GTGGTCTTACCAGTGGCATCC-3

5-UUCUCCGAACGUGUCACGU-3
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Supplementary figure 1

BMDMs
B - =
#
g
e
2
5
3 o we ;s x % s 1o o m b o 0 1 s 0 1 s 1w

TNcital) | ezl | TwmbaaienD  LSGgmD)  PmiCssiGemh  PanteO GemD) TP em)




image3.TIF
pplementary figure 2
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Supplementary figure 3
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