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Supplementary-FIGURE-1. STAT3-SOCS3 pathway was not activated in BMDM or
RAW?264.7 cells induced by LPS. WT or PLTP-/- BMDM was culture for 2 days without
refreshing culture media for secreted PLTP accumulation. Glyburide was added to inactive
ATP binding cassette A1 (ABCAL) 30min before LPS stimulation. The nuclear extract was
probed with anti-phosphorylated signal transducer and activator of transcription 3 (STAT3).
Histone 3 (H3) were employed as nuclear protein loading controls. A, upper panel, pSTAT3
contents in nucleus treated with Glyburide or/and LPS; lower panel, densitometry analysis of
pSTAT3 contents. B, upper panel, SOCS3 contents in cytoplasm; lower panel, densitometry
analysis of SOCS3 contents. PLTP siRNA or control siRNA transfected RAW264.7 cells
were stimulated with LPS for 24h, the nuclear and cytoplasmic extracts were detected with
anti-pSTAT3 and anti-SOCS3 respectively. C, Nuclear pSTAT3 content and densitometry
analysis. D, Cytoplasmic SOCS3 content and densitometry analysis. These results are a
representative of 3 independent experiments. *, P<<0.05, NS, no significance.
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Supplementary-FIGURE-2. The full length gels of PLTP and FITC conjugated LPS were
listed below. FITC conjugated LPS (FITC-LPS) was incubated with rPLTP and albumin,
respectively. The mixtures were loaded in native gel. The fluorescence of FITC-LPS was
photographing (Excitation: 488nm, Emission: 525nm). The assays were conducted for 3 times

and the representative whole length gel was shown.
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Supplementary-FIGURE-3. IFN-y induced NF«kB activation was not changed in PLTP
deficient macrophages and PLTP knockdown RAW264.7. Bone marrow derived macrophages
(BMDM) or RAW264.7 were stimulated with IFN-y(100ng/mL) for 0, 30, 60, 120min,
respectively. The nuclear and cytoplasmic extracts were determined with anti-p65 and
anti-lkBa, respectively. Anti-histone 3 (H3) and anti-GAPDH antibodies were employed as
nuclear and cytoplasmic protein loading controls, respectively. A, Nuclear p65 and
cytoplasmic IkBa in BMDM from wild type mice (WT) VS. PLTP knockout (PLTP-/-). B,
Densitometry analysis of nuclear p65 and cytoplasmic IkBa in BMDM. C, PLTP knockdown
was conducted via SiRNA (150pmol/L for PLTP siRNA and control siRNA, respectively)
transfection. Nuclear p65 and cytoplasmic IkBa from control sSiRNA or PLTP siRNA treated
RAW264.7. D, Densitometry analysis of nuclear p65 and cytoplasmic IkBa in RAW264.7.
These results are a representative of 3 independent experiments. *, P<<0.05; NS, no
significance.
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