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ABSTRACT
Five mildly hypertriglyceridemic subjects (Es/Es, 3; E./-, 2) were subjected to receive 20g
soyprotein per day on isocaloric basis for 4 weeks to analyze lipoprotein lipids, apoproteins
and lipid transfer activity and the results were compared with those obtained from ten
normolipidemic subjects (E;/E; 8, E,/-2).
pholipids decreased and apo B decreased, while apo A-1 and A-IV remained unchanged.
HDL,-cholesterol increased significantly and this was reflected by the reduction of lipid

Plasma triglyceride, cholesterol and phos-

transfer protein activity. HDL,-cholesterol remained unaltered. These results may indicate

that soyprotein ingestion would be beneficial to halt the progression of atherosclerosis. Nuty.

Sci. Soy Protein, Jpn. 11, 133-133, 1990.
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Table 3. Changes in LDL

7 Bic ABIOWTIE, A- ] BB CHIEEDNE 0 4(w)
ERET, A-IVGEBWTHRAETH S L, Bk LDL-cholesterol
Tk, N-TGHTEERET Lk (Table2), Zhii, H-TG 123.6+13.0 130.5+10.6
AL AFE—ADEFEER, ELEY £ AH N-TG 111.0+22.8 102.5+19.8
(LDL) 3 X OSBEHE Y KA B (VLDL) KT LDL-triglyceride
HE LT B, H-TG 24.0%+ 6.0 26.6% 7.9
#zT, Table 3 WRTTEL, LDL oHRCDOW» . NTG 189+ 45 9.2+ 4.5
T, *OIEE & 7 HEAHRBRE L TR % &, LDL- ¢ . LDL Apo B
. — H-T 71.4+ 8.8 75.6+ 6.8
V7YV A4 ik EBWT, BEEEOEEIIR
74 Vs HARORENL N-TG 65.3+ 8.7 60.1+10.8*
LTy, avasr—aid, N-TGCECETD o e/ 100 mD)
_ * p<0.05
fEr, LDL-7 2B, N-TG BEeHBICEFTAxRL P e m
oo BT, KELABEBIEEL LT LDL &, %
c—8 VLDL iod L T RE T 0 EE L bR 5B, Table 4. Changes in LTP and HDL
Table 4 = HDL &, ZofRBhcBfR+T5 LTP k© 0 4G
DWTHRE LR YRLTH B, LTP (%) 1, H- LTP (%)
TG Bk, KECAOERE, ARCEAL, H-TG 36.64 2.9 34.1% 3.9*
MRt s HDL,-2 v A5 v — A OBEEOHMNE N-TG 30.9%+ 6.1 32.0+ 7.4
FEREAEEZRL T\ 5, HDLy-2 v AT » — D HDL,-cholesterol (mg/100 mD)
WL, TEET, ARREEHYRL TR, H-TG 19.1% 5.7 17.1% 5.0
N-TG 21.3+ 6.7 21.3+ 8.0
Table 1. Changes in plasma lipids HDL,-cholesterol (mg/100 ml)
H-TG 19.3+ 5.0 26.0+ 3.8*
0 4(w)
N-TG 22.4+ 5.9 25.1+ 4.2
Triglyceride
H-TG 146.2+ 7.0 121.2423.5 * p<0.05
N-TG 84.6+21.0 78.8+£24.2
Cholesterol )
H-TG 195 4415 1 194 54+ 9 4 Table 5. Changes in Apo A-IV and LTP
N-TG 181.8%£19.6 171.3+15.5*** E phenotype 0 4(w)
Phospholipids Apo A-IV (mg/100 mD
H-TG 185.8+18.2 173.6+17.5* E:/E, 23.8+ 7.7 24.5+ 4.9
N-TG 166.6+25.3 154.4421.0* E,/— 28.2+ 5.88 25.2+ 3.0
* p<0.05 % % % p<0.01 (mg/100 ml) LTP (%)
E./E; 32.6+ 6.6 33.7+ 6.9
E,/— 33.8+ 3.4 30.4+ 4.5*
Table 2. Changes in plasma apoproteins * p<0.05
0 4(w)
Apo A-1 )
H-TG 132.7+16.3 131.3+19.8 Table 6. Changes in HDL-cholesterol
N-TG 136.0=14.2 131.4+18.6 E phenotype 0 4(w)
Apo B HDL,-cholesterol
H-TG 106.8+12.9 103.8+12.3 E./E, 21.2%+ 4.5 19.9+ 6.9
N-TG 88.1+ 9.6 83.3+ 9.5* E./— 17.9+ 8.5 20.0+ 9.2
Apo A-IV HDL;-cholesterol
H-TG 24.6+ 7.3 24,0+ 2.7 Es/E, 20.7+ 6.1 25.3+ 3.9*
N-TG 25.7= 7.2 25.5+ 5.0 E.,/— 21.6+ 3.5 25.5+ 4.6
* p<0.05 (mg/100 ml) * p<0.05 (mg/100 ml)
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Fig. 1. Plasma cholesterol transport.
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