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Parameters Patients Controls p*
(mean = SD) (mean + SD)
Number /Sex 45/(18M, 27 F) 45/(18M, 27 F) -
Age (year) 717 69+5 >0.1
BCVA 1.18+0.36 0.10 +£0.07 <0.001
Pseudophacia 34 29 -
BMI (g/m?) 253+3.8 27.3+5.6 >0.1
Systolic pressure (mmHg) 129.8 £20 1244+72 >0.1
Diastolic pressure(mmHg) 77.5+10 82.5+8.1 >0.1
Glucose (mg/dl) 88.0+ 13 85.2+14.9 >0.5
Urea (mg/dl) 323+72 343+ 6.1 >0.1
Creatinine (mg/dl) 1.0+0.2 1.08 +£0.18 >0.1
Triglycerides (mg/dl) 144.5+£63.8 153.7+49.5 >0.4
Cholesterol (mg/dl) 204.0 +39.5 181.1+£36.3 <0.005
HDL (mg/dl) 43.1+5.0 442+6.3 >0.3
LDL (mg/dl) 131.6 +40.2 105.1 +£35.3 <0.001

BCVA = Best corrected visual acuity, BMI = Body Mass Index HDL = High-Density Lipoprotein, LDL = Low-density lipoprotein, OX-
LDL = oxidized LDL, *Independent-sample T test
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AA AB BB
N(%) N(%) N(%)

Patients 28 (62.2%) 13(28.9%) 4(8.9%)

Controls 16(35.6%) 21(46.7%) 8(17.8%)

AA = low-activity phenotype, AB = intermediate-activity phenotype, BB = high-activity phenotype

N: number of individuals

JrS g slew 09,5 95 (o 3l el bl 9 3bguSl laclled lis Y Joax

Enzymes Phenotypes Patients Controls p*
(Mean = SD) (Mean £ SD)

Paraoxonase (U/ml) AA 4091+ 17.8 43.14+18.0 0.7

AB 113.41+28.2 110.50 +29.6 0.4

BB 174.18 £ 154 201.18 £70.6 0.6

Paraoxonase + NaCl (U/ml) AA 84.25+34.4 96.08 £41.5 0.3

AB 260.15+75.6 230.37+£71.2 0.2

BB 384.88+42.2 479.91+127.9 0.1

Arylesterase (kU/1) AA 66.73 £16.2 72.56 +17.7 0.2

AB 77.90 £ 15.9 73.80+21.4 0.5

BB 76.44 + 4.7 81.57+213 0.3

*Mann-Whitney U test

PONI (slacusgd ) S8 g ol ppw (st Jilbgp =¥ Joao

Parameters Phenotypes Patients Controls p*
(Mean £ SD) (Mean + SD)
HDL (mg/dl) AA 4229 +4.6 41.38+49 0.5
AB 44.77+£5.0 4452 £ 4.4 0.9
BB 43.00 £ 8.0 49.12+9.9 0.4
Apolipoprotein Al (mg/dl) AA 137.18 £18.7 139.94+5.2 0.9
AB 145.08 £21.8 138.76 £ 14.1 04
BB 134.75 £14.0 142.12+15.5 0.9
Cholesterol (mg/dl) AA 201.86 +40.9 179.56 £ 31.1 0.04
AB 211.54+£39.8 180.29 £ 42.7 0.04
BB 208.75+£23.9 184.75+24.8 0.5
Triglyceride (mg/dl) AA 139.25+55.3 164.56 +45.7 0.06
AB 168.69 + 81.0 153.57+49.2 0.7
BB 102.50 £ 28.7 132.12 £ 56.7 0.3
LDL (mg/dl) AA 131.72 £ 40.1 105.28 £29.4 0.02
AB 133.00 £ 46.1 105.05+44.6 0.06
BB 131.50+22.2 109.20 £22.2 0.1
OX-LDL (mU/l) AA 53.16 £ 14.2 3779+ 11.3 0.001
AB 52.04 £15.2 39.22+11.2 0.01
BB 46.02 £ 1.1 35.07+9.1 0.02
OX-LDL/HDL AA 1.28 £0.42 0.93+0.33 0.001
AB 1.18 £0.38 0.89+0.30 0.01
BB 1.05+0.21 0.76 £0.31 0.1

*Mann-Whitney U test
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Abstract

Background: Disequilibrium between oxidative stress and antioxidant levels has been
proposed as an important case of exudative age-related macular degeneration (ARMD). The
aim of the present study was to investigate lipid profile and oxidized low-density lipoprotein
(OX-LDL) levels within paraoxonase 1 (PON1) phenotypes together in the patients with
exudative ARMD.

Methods: Of 90 patients, 45 exudative ARMD patients and 45 healthy controls were selected
by an ophthalmologist. PONI1 activity was measured in serum using paraoxon and
phenylacetate as substrates. The PON1 phenotype was determined using double-substrate
method. Cholesterol, triglyceride and HDL were assayed by colorimetric method. OX-LDL
levels were determined by enzyme-linked immunosorbent assay method.

Results: Three phenotypes were determined: AA (low activity), AB (intermediate activity)
and BB (high activity). The distribution of PON1 phenotypes was significantly different
between the patients with exudative ARMD and control subjects (chi-square = 6.17, P=0.01).
The mean OX-LDL levels in all three phenotypes (P< 0.05), and OX-LDL/HDL ratio in AA
and AB phenotypes (P= 0.001, P= 0.1, respectively) were significantly higher in the patients
than controls. No significant differences were detected in OX-LDL levels among three PON1
phenotypes in both control (P= 0.7 for OX-LDL) and patients (P= 0.6 for OX-LDL).
Conclusion: Increased plasma OX-LDL levels and ratios of OX-LDL/ HDL, as biomarkers
of lipoprotein oxidative stress and more common low or intermediate PONI1 activity in
patients with exudative ARMD, indicate that PON1 activity is insufficient to explain the
increased oxidative stress observed in exudative ARMD.

Keywords: Lipid profile, Oxidized LDL, Paraoxonase, Phenotype, Exudative Age-related
macular degeneration
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