PeptidelPSMs
Protein  Clasification =~ HDL-T HDL-CM

APOA1 Oxidation 48233  61/567
Phospho 9125 530
Deamidation 8R4 17
Methylmalonylation 10722 6/57
Methylation 3/4 17
AGE n
Other 2768 1784
APOA2 Oxidation 21 13/124
Deamidation 1n 129
Methylation 44
Methylmalonylation 1/4 2118
Phospho 1N
Other 6/19
APOA4 Oxidation 36 13/47
Deamidation m2 316
Other 17
APOB Deamidation 16/63 724
Oxidation 55 1929
Other 2/4
APOCH1 Deamidation 211 1B
APOC2 Oxidation 2B 7/64
Deamidation 45 213
APOC3 Deamidation 6/43
Methylmalonylation 12 5133
Oxidation 45 518
Methylation 2R 218
Phospho 2
AGE 12
Other 3/10
APOD Oxidation 58 23167
Deamidation 951 567
Methylmalonylation 1R
Other 7
APOE Oxidation M4 27143
Deamidation 48 934
Phospho 23
Other 33 712
APOF Oxidation 3/4 3120
Deamidation 12
Phospho 2P
Other 12 11
APOH Deamidation 113
Oxidation 28
APOL1 Oxidation 7116
Deamidation 2/4 3/4
Other 38
APOM Oxidation 12 7/63
Deamidation 22 3/16
Other 2R 3R
LCAT Oxidation 11 N7
Deamidation N
LPA Oxidation 11 6/19
Deamidation 1n 213
Other 3/12
PLTP Oxidation 11 2110
Deamidation 17

Supplementary Table 1.- Distribution of most abundant PTMs in proteins of the lipid
metabolism category. Number of peptides/PSMs in each protein and type of PTM.
Classification was made semi automatically as described in Supplementary Material and
Methods. Modifications that could not be unequivocally assigned to PTMs were classified
as “Other”
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Supplementary Figure 1.- Proteomics characterization of HDL-like particles from tissue.
Quantitative distribution (spectral counting) of proteins from HDL-like particles. Left:
distribution among functional categories. Right: distribution of proteins related to lipid

metabolism.
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Supplementary Figure 2.- Proteomics characterization of HDL incubated with AAA ILT-CM.
Quantitative distribution (spectral counting) of proteins from HDL isolated from plasma and

incubated with

AAA tissue-conditioned media. Left: distribution among functional

categories. Right: distribution of proteins related to lipid metabolism.
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Supplementary Figure 3.- PTMs and cholesterol efflux in HDL isolated from plasma and
incubated with healthy wall-CM.

A) Abundance changes of oxidatively modified ApoA1l peptides in HDL-control (HDL-C) as
compared to healthy tissue conditioned media expressed in terms of the standardized log2
ratio Zpq (n=3, p=ns). Aos=Healthy-CM; Aa=aminoacid. Ox, 2ox and 3ox: addition of one, two
or three oxygens, respectively.

B) Ability of HDL healthy- CM and HDL-control for promoting cholesterol efflux

from J774A.1 [3H]cholesterol-labeled mouse macrophages. After 4 h of incubation, efflux of
cholesterol was determined and expressed as [3H]cholesterol medium /([3H]cholesterol cells
+ [3H]cholesterol medium) x 100. Values were normalized as percent of HDL-C and represent
means + SEM (n=3, p=ns).
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Supplementary Figure 4. Post-translational modifications in lipid metabolism proteins of
HDL recovered from AAA tissue. Abundance changes of peptides in proteins of the lipid
metabolism category in HDL from pathological wall (P. wall) and thrombus (Thrbs), as
compared to HDL from healthy tissue (H wall) expressed in terms of the standardized log2
ratio Zpq (n=3, p<0.05). Ox: Oxidation, DeA: Deamidation, MethylMal: Methylmalonylation,
Phos: Phosphorylation, Methyl: Methylation, AGE: Advanced glycation end products, Pyro-
Glu: Pyroglutamic acid, Kyn: Kynurenine.
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Supplementary Figure 5.- Abundance changes of modified peptides in HDL incubated
with ILT-CM.

Statistically significant changes of PTMs peptides in proteins of the lipid metabolism
category in HDL isolated from plasma and incubated with ILT conditioned media as
compared to control HDL expressed in terms of the standardized log2 ratio Zpqg (n=4,
p<0.05). Ox: Oxidation, DeA: Deamidation, MethylMal: Methylmalonylation, Phos:
Phosphorylation, Methyl: Methylation, Pyro-Glu: Pyroglutamic acid, Oxa: Oxoalanine,
Kyn: Kynurenine, AGE: Advanced glycation end products.



