Supplemental Tables:
	Supplemental Table 1: 

Analysis of the impact of diabetes and lipid lowering therapy on plasma and HDL parameters

	plasma parameter
	HD patients, n=27

	
	non-diabetic
n=17
	diabetic
n=10
	without lipid therapy
n=20
	lipid lowering therapy
n=7

	TC
	[mg/dL]
	181.9
	±
	57.6
	159.7
	±
	46.4
	178.2
	±
	55.6
	159.9
	±
	49.2

	FC
	[mg/dL]
	58.2
	±
	19.6
	48.7
	±
	15.2
	56.5
	±
	19.3
	49.0
	±
	15.3

	CE
	[mg/dL]
	123.7
	±
	41.1
	111.0
	±
	31.7
	121.7
	±
	39.2
	110.9
	±
	34.0

	TG
	[mg/dL]
	171.1
	±
	100.1
	160.0
	±
	76.7
	181.5
	±
	100.5
	128.6
	±
	36.7*

	HDL-C
	[mg/dL]
	45.6
	±
	12.6
	41.2
	±
	11.0
	44.0
	±
	13.0
	43.4
	±
	9.6

	LDL-C
	[mg/dL]
	102.0
	±
	44.7
	86.5
	±
	35.9
	97.8
	±
	42.8
	90.7
	±
	40.3

	PL
	[mg/dL]
	219.8
	±
	49.3
	201.0
	±
	46.9
	221.1
	±
	48.0
	189.7
	±
	44.3

	FFA
	[mmol/L]
	0.4
	±
	0.3
	0.5
	±
	0.1
	0.4
	±
	0.2
	0.5
	±
	0.3

	apoA-I
	[mg/dL]
	128.0
	±
	24.6
	121.3
	±
	23.9
	126.3
	±
	24.7
	122.9
	±
	24.2

	apoA-II
	[mg/dL]
	27.1
	±
	6.7
	22.8
	±
	6.4
	25.9
	±
	7.4
	24.0
	±
	5.1

	apoB
	[mg/dL]
	89.3
	±
	27.3
	79.4
	±
	28.1
	88.1
	±
	28.1
	78.3
	±
	26.3

	apoC-II
	[mg/dL]
	4.7
	±
	2.7
	3.1
	±
	2.4
	4.5
	±
	2.8
	2.8
	±
	1.5

	apoC-III
	[mg/dL]
	11.7
	±
	6.3
	9.0
	±
	5.4
	11.7
	±
	6.4
	7.7
	±
	3.5

	apoE
	[mg/dL]
	9.0
	±
	4.8
	7.3
	±
	5.2
	8.6
	±
	5.2
	7.8
	±
	3.6

	lp(a)
	[mg/dL]
	15.6
	±
	18.9
	25.7
	±
	13.4
	17.4
	±
	19.0
	26.2
	±
	7.5

	
	
	
	
	
	
	
	
	
	
	
	
	
	

	HDL lipid parameter
	HD patients, n=27

	
	non-diabetic
n=17
	diabetic
n=10
	without lipid therapy
n=20
	lipid lowering therapy
n=7

	
	
	
	
	

	TC
	[mg/dL]
	238.8
	±
	62.8
	216.7
	±
	40.7
	234.5
	±
	60.4
	222.6
	±
	43.1

	FC
	[mg/dL]
	41.2
	±
	18.7
	41.3
	±
	14.2
	41.5
	±
	17.5
	40.4
	±
	16.2

	CE
	[mg/dL]
	197.7
	±
	46.5
	175.4
	±
	30.3
	192.0
	±
	45.8
	182.1
	±
	30.5

	TG
	[mg/dL]
	85.5
	±
	45.8
	91.2
	±
	45.2
	90.2
	±
	48.1
	80.3
	±
	35.9

	PL
	[mg/dL]
	320.7
	±
	132.6
	277.9
	±
	77.0
	315.5
	±
	125.2
	274.6
	±
	81.4

	LPC
	[nmol/mg]
	9.8
	±
	2.7
	9.9
	±
	3.9
	9.8
	±
	3.0
	9.9
	±
	3.4


Data are given as mean ± SD. Statistical analysis was performed by two-way ANOVA. *p<0.05; HD patients without lipid therapy vs. HD patients with lipid therapy. TC, total cholesterol; FC, free cholesterol; CE, cholesteryl ester; TG, triglycerides; HDL-C, HDL-cholesterol; LDL-C, LDL-cholesterol; PL, phospholipids; FFA, free fatty acids; LPC, lysophophatidylcholine; lp(a), lipoprotein a.
	Supplemental Table 2: 
Correlations of HDL-associated proteins with plasma parameters 

	 
	HDL

albumin
	HDL

SAA1
	HDL

apoC-III
	HDL

Lp-PLA2
	Creatinine
	Fibrinogen
	CRP

	HDL - albumin
	1
	-0.043
	-0.181
	-0.005
	-0.180
	-0.038
	-0.125

	HDL - SAA1
	-0.043
	1
	-0.463
	0.074
	-0.101
	0.673**
	0.864**

	HDL - apoC-III
	-0.181
	-0.463
	1
	-0.189
	0.510**
	-0.222
	-0.406

	HDL - Lp-PLA2
	-0.005
	0.074
	-0.189
	1
	-0.470
	-0.088
	-0.043

	Creatinine
	-0.180
	-0.101
	0.510**
	-0.470
	1
	-0.305
	-0.131

	Fibrinogen
	-0.038
	0.673**
	-0.222
	-0.088
	-0.305
	1
	0.640**

	CRP
	-0.125
	0.864**
	-0.406
	-0.043
	-0.131
	0.640**
	1


Pearson’s correlation coefficients (n = 27) are shown. 
Significances were accepted at **p<0.01.
	Supplemental Table 3:
Correlation of HDL - associated proteins

	 
	albumin
	SAA1
	apoC-III

	antitrypsin
	0.626**
	0.214
	0.025

	apoA-IV
	0.773**
	0.175
	0.309

	RBP4
	0.791**
	0.249
	0.158

	transthyretin
	0.626**
	0.192
	0.133


Pearson’s correlation coefficients (n = 46) are presented. Significances were accepted at **p<0.01.
	Supplemental Table 4: 

Analysis of the impact of diabetes and lipid lowering therapy on the HDL proteome of HD patients (n=27) 

	
	non-diabetic
n = 17
	diabetic
n = 10
	without lipid therapy
n = 20
	lipid lowering therapy
n = 7

	apoA-I
	47.29
	±
	7.71
	47.89
	±
	7.55
	47.68
	±
	8.03
	47.04
	±
	6.32

	apoA-II
	8.84
	±
	1.17
	8.52
	±
	0.61
	8.72
	±
	1.13
	8.72
	±
	0.52

	apoC-III
	6.77
	±
	1.35
	6.49
	±
	0.97
	6.62
	±
	1.29
	6.79
	±
	1.02

	SAA1
	6.64
	±
	6.29
	6.13
	±
	5.70
	6.66
	±
	6.50
	5.87
	±
	5.80

	SAA4
	6.36
	±
	1.00
	6.52
	±
	1.07
	6.22
	±
	0.89
	7.00
	±
	1.18

	apoE
	6.22
	±
	2.33
	5.72
	±
	2.00
	5.76
	±
	2.26
	6.82
	±
	1.86

	albumin
	6.10
	±
	4.30
	5.07
	±
	3.98
	5.95
	±
	4.64
	5.06
	±
	2.31

	apoC-I
	3.87
	±
	0.85
	3.23
	±
	0.59
	3.70
	±
	0.89
	3.45
	±
	0.54

	apoD
	2.49
	±
	0.47
	2.43
	±
	0.52
	2.43
	±
	0.42
	2.57
	±
	0.65

	apoC-II
	2.00
	±
	0.73
	1.92
	±
	0.80
	1.97
	±
	0.71
	1.94
	±
	0.87

	apoM
	1.37
	±
	0.28
	0.74
	±
	0.46*
	1.21
	±
	0.58
	0.94
	±
	0.61

	apoA-IV
	0.42
	±
	0.28
	0.41
	±
	0.39
	0.42
	±
	0.34
	0.38
	±
	0.24

	antitrypsin
	0.45
	±
	0.38
	0.33
	±
	0.25
	0.41
	±
	0.39
	0.37
	±
	0.35

	RBP4
	0.30
	±
	0.30
	0.23
	±
	0.21
	0.30
	±
	0.25
	0.22
	±
	0.20

	transthyretin
	0.16
	±
	0.15
	0.12
	±
	0.11
	0.17
	±
	0.15
	0.07
	±
	0.12

	α-2 catenin
	0.14
	±
	0.17
	0.13
	±
	0.16
	0.16
	±
	0.16
	0.08
	±
	0.15

	paraoxonase 1
	0.07
	±
	0.13
	0.19
	±
	0.30
	0.09
	±
	0.16
	0.18
	±
	0.31

	Ig alpha
	0.04
	±
	0.10
	0.23
	±
	0.61
	0.14
	±
	0.44
	0.02
	±
	0.06


Data shown represent the mean peptide count per subject ± SD. Statistical analysis was performed by two-way ANOVA * p<0.05; diabetic vs. non-diabetic.
Supplemental Figures
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Supplemental Figure 1: Decreased cholesterol acceptor capacity of HDL from hemodialysis patients. Pooled fractions of HDL from 27 hemodialysis patients (HD) and 19 control subjects (control) were examined for their ability to efflux [3H]-cholesterol from TO-901317 stimulated lipid-loaded RAW267 macrophages. [3H]-cholesterol labeled cells were incubated with HDL (50 µg/ml) for 20 hours at 37°C. Subsequently, supernatants and cells were collected separately and radioactivity was measured. Cholesterol efflux is expressed as the radioactivity in the medium relative to total radioactivity in medium and cells. Values shown represent means of triplicate determination of two individual experiments. Statistical analysis was performed by Student’s t-test. Significances were accepted at ***p<0.001.
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Supplemental Figure 2: Impact of diabetes and lipid-lowering therapy on HDL mediated cholesterol efflux. HDL from 27 hemodialysis patients (HD) and 19 control subjects (control) were examined for their ability to efflux [3H]-cholesterol from TO-901317 stimulated, lipid-loaded RAW267 macrophages. HD patients were grouped into: (A) diabetic (n=10) and non-diabetic (n=17); (B) patients with lipid-lowering therapy (n=7) and without therapy (n=20). Values shown represent means of triplicate determination of two individual experiments. Statistical analysis was performed by ANOVA. Significances were accepted at **p<0.01.
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Supplemental Figure 3: cAMP stimulation induces ABCA1 expression. RAW267 macrophages were labeled with [3H]-cholesterol for 24 hours. For the last 14 hours of incubation cells were stimulated with 0.3 mM cAMP to induce ABCA1 expression. Following treatment, cells were equilibrated in serum free media with 0.2% BSA for 2 hours and cholesterol efflux to apoA-I (20 µg/ml) was assessed. ABCA1-specific efflux was determined by subtracting cholesterol efflux in presence of probucol (ABCA1 inhibitor) from efflux in absence of the inhibitor. Values shown represent means of triplicate determination of two individual experiments. Statistical analysis was performed by Student’s t-test. Significances were accepted at *p<0.05.
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Supplemental Figure 4: HDL-phospholipids correlate with apoA-I and apoA-II content in HDL. Pearson’s correlation coefficient is noted at **p<0.01.
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