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patients' apolipoprotein H 0.78 | hemostasis baseline
haptoglobin 082 | inflammation Complement C3 20 1.10 mg/mL -0.10 -9.28 0.002
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Note: Potential changes in complement and fibrin clotting pathways had no
BLUE: REPRESSION: . INDUCTION: p<0.05 Impact on rates of infection or bleeding in study patients.

Gene expression changes = fold change relative to DMSO from microarray
analysis of primary human hepatocytes exposed to 30uM RVX-208, 48h



