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Targeted metabolomics data for 5 plasma AC levels show differences between 37 patients with 
VTE and controls. 
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Targeted metabolomics data for 5 plasma AC levels show differences between 37 patients with VTE and controls. The distribution of plasma AC levels whose median level was significantly lower in patients with VTE compared with controls are shown in (A) 10:1-AC, (B) 12:0-AC, (C) 12:2-AC, (D) 18-1-AC, and (E) 18:2-AC. The sum of concentrations for all ACs with acyl chain length ≥ 10 carbons is shown in F. The plasma levels of ACs are shown as micromoles, and the bar represents the median of each subgroup. The dotted line indicates the 10th percentile of control for each parameter. The difference of median values between VTE patients and controls was calculated by Mann-Whitney test. To evaluate the association of VTE with low AC level (<10th percentile of control), ORs whose values are seen in C and E were calculated according to the odds of VTE occurring in each of 2 groups; namely, those with AC levels either below the 10th percentile or above the 10th percentile of control.



The anticoagulant effects of long-chain ACs in different clotting assays were determined. 
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The anticoagulant effects of long-chain ACs in different clotting assays were determined. Effects of various doses of 16:0-AC are shown for clotting assays in which clotting was induced by endogenously generated factor Xa (RVV-X activated), exogenously added factor Xa, diluted TF, or thrombin. (B) Effect of length of aliphatic side chain of ACs (6:0, 8:0, 10:0, 14:0. 16:0, 18:0, and 18:2) on their anticoagulant activity, measured using RVV-X clotting time.



The anticoagulant effects of 16:0 AC in prothrombinase assay were determined. 
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The anticoagulant effects of 16:0 AC in prothrombinase assay were determined. (A) The effect of 16:0-AC on prothrombin activation by factor Xa, factor Va, and PCPS vesicles. (B) The effect of 16:0-AC on prothrombin activation by factor Xa and factor Va. (C) The effect of 16:0-AC on prothrombin activation by factor Xa and PCPS vesicles. (D) The effect of 16:0-AC on prothrombin activation by factor Xa. (E) The effect of 16:0-AC on desGla-prothrombin activation by factor Xa, factor Va, and PCPS vesicle. (F) The effect of 16:0-AC on prothrombin activation by desGla-factor Xa, factor Va, and PCPS vesicle.



The binding of 16:0 AC to factor Xa was determined. 
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The binding of 16:0 AC to factor Xa was determined. SPR was used to monitor binding of 16:0-AC to BEGR-factor Xa and BEGR-DG-factor Xa. (A) Sensorgram depicting the dose-dependent binding of 16:0-AC (from top to bottom; 50, 37.5, 25, 12.5, 10, 7.5, and 6.25 µM) to BEGR-factor Xa. (B) Sensorgram depicting the dose-dependent binding of 16:0-AC (from top to bottom; 62.5, 25, 20, 10, and 7.5 µM) to BEGR-DG-factor Xa. PCPS vesicles exhibited binding to BEGR-factor Xa, but not to BEGR-DG-factor Xa, indicating the proper coupling of the biotinylated proteins (data not shown).
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