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Supplementary figure and table legends
Figure S1 Western blot analysis of FASN in BMDMs infected with S. aureus (MOI=10) for 9 hours and treated with MG132 (100 nM), rapamycin (25 nM), or both. 

Figure S2 Impact of FASN inhibition on macrophage activation, migration, and adhesion in response to S. aureus infection. (A, B) Macrophage migration was evaluated after treatment with 25 µM C75. Representative images of the scratch wound healing assay at 0 and 24 hours post-scratch (A) and quantitative analysis of scratch length (B). Scale bar, 200 μm. (C, D) Macrophage adhesion was evaluated after treatment with 25 µM C75 in THP-1 cells. Representative images of macrophages stained with crystal violet (C) and Quantitative analysis of the number of adherent macrophages (D). Scale bar, 200 μm. (E, F) qPCR analysis of Il6 and Il1β mRNA in BMDM treated with S. aureus for 9 hours, in the presence or absence of C75 at the indicated concentrations. (G, H) BMDM isolated from Fasnf/f and LysMCre-Fasnf/f mice were cultured with S. aureus for 9 hours. qPCR analysis of Il6 and Il1β mRNA was performed. All data are shown as mean ± SEM, analyzed using an unpaired two-tailed Student's t-test (D) or two-way ANOVA (B, E, F, G, H). *P < 0.05, **P < 0.01, ***P < 0.001, ****P < 0.0001.

Figure S3 Impact of FASN knockdown and lipogenic enzyme inhibition on LD formation and antibacterial response. (A) BMDM were transfected with control or FASN siRNA and infected with S. aureus (MOI=10) for 9 hours. LD formation was assessed by BODIPY 493/503 staining, and bacterial burden was evaluated by CFU assay. Green, BODIPY 493/503; blue, DAPI. Scale bar, 20 μm. (B) Quantification of the number of LDs per cell. (C) Measurement of bacterial colony number. (D, E) Knockdown efficiency of FASN in BMDM transfected with FASN siRNA. FASN mRNA level was measured by qPCR (D), and FASN protein level was analyzed by Western blot (E). (F) BMDM were treated with ACC inhibitor (CP-640186, 20 µM), ACLY inhibitor (BMS-303141, 20 µM), DGAT1 inhibitor (A922500, 20 µM), or DGAT2 inhibitor (PF-06424439, 20 µM), and infected with S. aureus (MOI=10) for 9 hours. LD formation was assessed by BODIPY 493/503 staining, and bacterial burden was evaluated by CFU assay. Green, BODIPY 493/503; blue, DAPI. Scale bar, 20 μm. (G) Quantification of the number of LDs per cell. (H) Measurement of bacterial colony number. All data are shown as mean ± SEM and analyzed using an unpaired two-tailed Student's t-test. *P < 0.05, **P < 0.01, ***P < 0.001, ****P < 0.0001.

Supplementary table 1 Mean differences, 95% confidence intervals (CI) of difference and adjusted P values for compared groups.
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