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Dyslipidemia in hemodialysis (HD) patients are responsible for the increased risk for
cardiovascular disease (CVD). Previously, we demonstrated that various metabolic
abnormaltities in HD patients including delayed catabolism of remnant and LDL apoB.
In the present study, we assessed effects of statin (atorvastatin) on the impaired LDL apoB
metabolism in HD patients using in vivo metabolic study using stable isotopically-labeled
amino acid and found that atorvastatin substantially improved delayed catabolism of LDL
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/) mg/a)  (mg/any  (me/dD db ay  dh
1 Before 203 132 28 203 130 131 47 0.38
After 184 126 45 130 155 110 38 042
Bef 159 2 47 89 154 80 37 043

ore 5 3

After 18 52 47 115 159 50 3 043

Before 186 » 2 289 121 107 8 043

After 132 73 34 111 148 7 7 049
55

55 55 Y
After 103 23 69 114 188 46 18 040

ter 137 65 45 105 135 59 16 036
All  Before 17632 10430 39+12 154+79 136522 9623 2615  0.40+0.04
After 13229 6934 4513 10819 147530 6723 2213 0.42+0.04
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IDL-ApoB

Concentration = PR (mg/
mg/d)  TRED g pera)
7.30 5.95 17.37
6.70 5.04 13.51
310 15.63 19.38
1.60 34.50 22.08
2.60 6.97 7.25
2.83 5.09 5.76
4.02+237 12.20=11.64 14.23+6.62
297 6.46 15.44
2.35,6.85 5.08, 20.35 6.88, 20.06
2.50 13.47 13.47
1.90 12.16 9.24
290 10.38 12.04
210 23.36 19.62
1.90 5.89 448
249 455 4.54
2.30*040 11.64+6.72 10.57+5.79
2.30 11.27 10.64
1.90, 2.60 5.56,15.94 4.53,15.01

—0.52 —0.81 —3.34
—4.80, -0.03 —6.72,722  —5.04,-215
012 0.75 0.03
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VLDL-ApoB
Patient /
Number Concentration il PR (mg
(mg /dl) FCR(d ™) kg perd)
Before treatment
with
atorvastatin
1 18.60 320 23.81
2 11.30 554 25.04
3 18.60 215 16.00
4 8.80 572 20.13
5 5.60 10.60 23.74
6 4.70 4.00 7.52
Mean = SD 11.27x6.15 5.20=2.98 19.37 £6.68
Median 10.05 4.77 21.94
IQR 5.38, 18.60 2.94,6.94 13.88, 24.12
After 3 mo of
treatment with
atorvastatin
1 9.20 4.94 18.18
2 9.40 4.44 16.69
3 11.00 594 26.14
4 7.20 995 28.66
5 6.00 12.07 28.97
6 3.81 5.86 8.93
Mean = SD 7.77x2.62 7.20=3.08 21.26x8.01
Median 8.20 590 22.16
IQR 5.45,9.80 4.82,1048  14.75,2874
A median =175 1.80 3.32
A IQR —8.05, 0.57 0.83, 3.90 —6.31,893
P value 0.05 0.05 0.5
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Concentration =il PR (mg/

mgrdy TR g

105 0.334 14.03

62 0.469 11.63

85 0.448 15.23

59 0.873 20.60

110 0.363 15.97

83 0.189 6.24
8421 0.446=0.232 13.95£4.79

84 0.406 14.63
61, 106 0.298, 0.570 10.28,17.13

98 0.310 12.15

39 0.653 10.19

59 0.849 20.04

28 2.369 26.53

60 0.599 14.38

57 0.325 7.46
57424 0.851=0.772  15.13x7.03

58 0.626 13.27
36,70 0.321, 1.229 9.51, 21.66

—26 0.210 —0.11
—36,-19 0.096, 0.675 —1.66, 5.09

0.03 0.05 0.75
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