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Dyslipidemia has been considered as a major risk factor for cardiovascular disease (CVD).
LDL-centric treatment has failed to reduce CVD, thus highlighting other atherogenic
lipoproteins. Among those, small dense LDL (sdLDL) is associated with postprandial
lipemia. However, exact metabolism and treatment strategy of sdLDL is yet to be
established. In the present study, we performed in vivo metabolic study using stable
isotopically-labeled amino acid and found that rate of catabolism was 34% lower in sdLLDL
and this delayed catabolism was normalized by statin treatment.
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Subjects Age EMI TC TG HOL-C LOL-C Apol Apaad
yre kg gl
1 n U5 3 125 4B 180 20 e
33 273 ord 176 45 186 130 122
5 215 213 58 55 147 105 148
4 40 247 254 192 58 158 132 155
L} 58 43 27 59 48 189 gFal 123
& 7 245 2 o8 a2 0 147 15
4 45 243 nr 170 83 140 15 144
B a2 268 28 07 38 143 128 123
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Subjects  Medicati LDL sdLDL
#1 R(-) 0.326 0.223
R(+) 0539 0.269
# R(-) 0.209 0.120
R(+) 0614 0.310
# R(+) 0.388 0.313
# P(-) 0.265 0.204
P(+) 0.351 0.309
#5 P(+) 0.338 0.239
# R(-) 0.293 0.223
R(+) 0.694 0.405
#7 R{+) 0.439 0.216
#8 R(+) 0.547 0.308
#9 P(+) 0.521 0.309
#10 P(-) 0.217 0.159
P(+) 0.345 0.254

C D.4060.147 0.257+0.071

(-379, p<0.0001)

R: rosuvastatin  P: pitavastatin
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#1 0.326 0.539 0.223 0.269
#2 0.209 0.614 0.120 0.310
#4 0.265 0.351 0.204 0.309
#6 0.293 0.694 0.223 0.405
#10 0.217 0.345 0.159 0.254
average 0.262 0.509 0.188 0.309
sd 0.050 0.157 0.045 0.059
%change +94% +B67%
p 0.02 0.01
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