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Supplemental Figure 1. Triglyceride distribution and subfractions in the plasma vehicle
(VEH) and pegylated bilirubin (PEG-BR) treated mice. Triglyceride distribution (A). High-
density lipoprotein (HDL) free triglyceride distribution (B). Very-low density lipoprotein (VLDL)
triglyceride distribution (C). Low-density lipoprotein (LDL) triglyceride distribution (D). (VEH,
n=4 and PEG-BR, n=5).



1501 50
5
5 53 1
.‘é o g = 301
g SE
QD ~ -g 204
N = ot
< 5
5 © = é

0 ﬁé-; m : 0d— -— J:- JL%TJ
VLTG IDTG LDTG HDTG H1CH H2CH H3CH  H4CH
. ] PEG-BR o
_ VEH _
— -
& 53«
2 E 1 SE
m N w S
st 3 E
£ 0 S 1
% @ S % E =
2§ 7 8§ =
>'5 = = =3
’ = - ’ =
ol — - E— - ' ol — — - =0
V1 V2 V3 V4 V5

KT T Y S T

Supplemental Figure 2. Cholesterol distribution and subfractions in the plasma vehicle
(VEH) and pegylated bilirubin (PEG-BR) treated mice. Cholesterol distribution (A). High-
density lipoprotein (HDL) cholesterol distribution (B). Very-low density lipoprotein (VLDL)
cholesterol distribution (C). Low-density lipoprotein (LDL) cholesterol distribution (D). (VEH,
n=4 and PEG-BR, n=5).
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Supplemental Figure 3. Free cholesterol distribution and subfractions in the plasma vehicle
(VEH) and pegylated bilirubin (PEG-BR) treated mice. Free Cholesterol distribution (A).
High-density lipoprotein (HDL) free cholesterol distribution (B). Very-low density lipoprotein
(VLDL) free cholesterol distribution (C). Low-density lipoprotein (LDL) free cholesterol
distribution (D). (VEH, n=4 and PEG-BR, n=5).
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Supplemental Figure 4. Apolipoprotein A (ApoA) subfractions in the plasma vehicle (VEH)
and pegylated bilirubin (PEG-BR) treated mice. Apolipoprotein Al (ApoAl) distribution (A).
Apolipoprotein A2 (ApoA2) distribution (B). (VEH, n=4 and PEG-BR, n=5).



