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Normal

Fig. 1-1 Atherosclerotic lesion of rabbit aorta (hematoxylin-eosin staining).

Normal: Normal diet group
Ch-fed: 1% Cholesterol diet group

- Table 1-1
Change in plasma lipid composition of normal and 1% cholesterol-loaded rabbits -
Group Ow 4w 8w
Total cholesterol (mgldl)
Normal 51.8+ 4.7 486+ 4.3 300=x5.1
Ch-fed - 58062 2109.0 2 91.4* 2648.0 = 205.2*
LDL cholesterol (mg/dl)
Normal 17.4x£ 2.6 164 £27 - 104 +4.7
Ch-fed 21.0x4.0 701.2 2 41.2* 874.2 £ 86.4%
HDL cholesterol (mgldl}
Normal 35.0x 1.6 31408 288223
Ch-fed 380z 1.6 82.9x7.0* 90.3 = 10.9*
Triglycerides (mgidl}
Normal 30042 312274 26452
Ch-fed 33.0x1.6 522+ 13.4* 78.0 x 9.6*
Phaopholipids {mgldl}
Normal 137.2x 8.1 139.5 2 6.0 137.8+x 7.3
Ch-fed 135.0 £ 16.7 771.2 = 46.6* 866.5 = 43.4*

Values are mean + SE of five values for each group.
Normal: Normal diet group

Ch-fed: 1% Cholesterol diet group

* p < 0,05,



Table 1-2
Change in plasma PCOOH and TBARS levels of normal and 1% cholesterol-loaded
rabbits

Group Ow 4w 8w
FPCOOH
pmol/ml Normal 497+ 5.5 534=x15 50.8+4,7
Ch-fed 494+ 3.9 1358 = 14.7* 2404 = 11.0*
psmol/mol PL Normal 29.4%2.5 317+ 21 35729
Ch-fed 29,12 3.6 14.8 £ 2.2% 23.0=1.7*
TBARS .
nmol/ml Normal 2.65+0.22 248027 2.86 = 0.36
Ch-fed 2.80x 0.13 4,22 0,17* 4.34 % 0,23%
mmeol/mol PL Normal 1.59x0.14 1.48 = 0.22 1.7320.26
Ch-fed 1.65 x 0.18 0.46 = 0.05* ©0.41 2 0.03*

Values are mean = SE of five values for each group. PCOOH: phosphatidylcholine
hydroperoxide; PL: phospholipids; TBARS: thiobarbituric acid reactive substances,
Normal: Normal diet group .

Ch-fed; 1% Cholesterol diet group

*p<0.05

Table 1-3
Change in plasma a-tocopherol concentration of normal and 1% cholesterol-loaded
rabbits

Group Ow 4w 8w
nmol/ml Normal 2.21 + 0.48 2.01 =0.29 2.07 £ 0.49

Ch-fed 2,25 20,25 11.99 + 1.79* 14.38 = 1.83*
mmol/mol PL Normal 1.34 £ 0.33 1.19+0.18 118+ 0.25

Ch-fed 1.35+0.28 1.26 + 0.18 1.38 + 0.23

Values are mean =+ SE of five values for each group. PL: phospholipids.
Normal: Normal diet group

Ch-fed: 1% Cholesterol diet group

*p<0.05



Table 1-4
Tissue lipid composition of normal and 1% choicstcrel-ioadcd rabbits

' ‘ Group - Aorticarch ~ Liver Kidney
Cholesterol (umolfg protein) ,
Normal 220.18 £ 24.83 33302252 40.46 + 6.25
Ch-fed 409.44 = SG 65*  369.40+19.43* 105.76 = 3.67*
Triglycerides (umolfg protein} -
Normal 89.22 09, 76 17.91 = 2.36 17.97 £ 1.97
Ch-fed . 139.93x14.79*  32.26+2.88* 30.94 = 4.20*
Phaspholipids (umol/g protein}
Normal 10235+ 6,46  150.32x21.95 130.91 = 10.95
Ch—fcd 102.97 £ 9.78 178.39 = 37.62 128.83 + 4.82

Values are mean = SE of five values for cach group.
Normal: Normal diet group
' Ch-fed: 1% Choiestcrol diet group

* p <0.05.
- Table 1-5
Tissue phospholipid hydroperoxides concentration of normal and 1% cholesterol-loaded
rabbits
Group Aortic arch Liver Kidney
PCOOH
nmol/g protein Normal 42.31x1.35 10.87 = 1.24 9.45 22.06
R Ch-fed 8554+ 7.77* 19.7522.47* 2017 = 0.86%
pmol/mol PL Normal 552.5+58.6 1143 +10.3 209.5 = 51.1
Ch-fed 1105.3 = 82.7* 165.8 = 21.6* 466,5 = 11.0*
PEOOH .
nmol/g protein . Normal 8.91 +£1.95 451 x0.61 5.67+1.84
: Ch-fed 36.33 + 5.60* 8.24 £ 1.76 13.11 = 2.07*
p#mol/mol PL Normal 124.2 + 36.9 433257 133.4 £ 43.6
Ch-fed 447.0 = 137.8* 51.8 = 10.7 289.7 = 38.2

Values are mean = SE of five values for each group.  PCOOH: phosphatidylcholine
hydroperoxide; PEOOH: phosphatidylethanolamine hydroperoxide; PL: phospholipids.
Normal: Normal diet group

Ch-fed: 1% Cholesterol diet group

* p < 0.05.
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Table 1-6
TBARS, 8-OHdG and a-tocopherol contents in the tissue of normal and 1% cholesterol-

loaded rabbits

Group Aortic arch Liver Kidney
TBARS .
pmol/g protein Normal 4,66 x 1.06 1.13 = 0.24 1.36 £ 0.16
" Ch-fed 6.80 = 1.66 2.56 = 0.38* 2.01 = 0.16*
mmol/mol PL. Normal 46.66 = 11.73 7.1920.73 10,49+ 1.04
Ch-fed 63.22 + 10.87 16.18 = 3.63* 15.67 = 1.18*
8-0OHdG
mg/g DNA Normal 0.37+0.12 0.19 =0.07 0.12 = 0.05
Ch-fed 0.36 £0.23 0.17 = 0.06 0.13 = 0.05
a-Tbcopherol
smol/g protein Normal 0.70 = 0.04 0.13x0.01 0.086 = 0.007
Ch-fed 1.00 = 0.15% 0.14 £0.04 0.061x0.017
mmol/mol PL. Normal 687021 - 097x024 0.69x=011
Ch-fed 9,70 = 1.00* 0.94 = (.34 0.46 = 0.12

Values are mean = SE of five values for each group. 8-OHAG: 8-hydroxy-2’-
deoxyguanosine; PL: phospholipids; TBARS: thicbarbituric acid reactive substances.
Normal: Normal diet group

Ch-fed: 1% Cholesterol diet group

* p < 0.05.
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