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Supplemental Fig. S3. Galectin-3-binding protein (LGALS3BP) regulates lipoteichoic acid (LTA)-mediated inflammatory gene expression
(A, B) Relative mRNA expression levels of C-C motif chemokine ligand 2 (Cc/2) and interleukin6 (//6) in (A) LGALS3BP knockdown He-
pa-1lclc7 cells treated with LTA and in (B) Hepa-1clc7 cells treated with recombinant LGALS3BP following LTA treatment (n=3 per
group). Statistical significance was determined using two-way analysis of variance with Tukey’s post hoc test. All data are presented as
mean*standard error of the mean. siLgals3bp, siRNA targeting Lgals3bp; rmLGALS3BP, recombinant mouse LGALS3BP. *P<0.05,
°P<0.001 compared to siRNA negative control (siNC); °P<0.01 compared to siNC treated with LTA; “P<0.01, °P<0.001 compared to ve-
hicle; 'P<0.01, 8P<0.001 compared to vehicle treated with LTA.
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