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ABSTRACT

The impact of apo E polymorphism on interindividual variation in plasma lipid profiles was studied in 215 well-defined
Hyperlipidemia patients, aged 55.12 + 12.68 vears. At least 45% of subjects had primary hyperlipidemiatHL) and the others bad
NIDDM(11%), hypertention(9%), and so on. Type IV was the most predominant HLP(58.33%), Type U v, b, Il and V were
distributed by 17.59%, 11.11%, 2.31% and 1.38%, respectively. Tvpe [ was not found. 19 subjects(8.8%) was not assigned by HLP
(non-HLF). Even though Total-C, L.DL-C, and VLPL-C in non-HLT were higher than those in HLP, non-HLP has a low risk of
CHD becanse of Jower levels of TG and Al = (TC-HDL)/HDL in non-HLP. Since Type V and I impact the clearence of TG-
riched lipoproteins, TG and VLDL-C levels were higher in V and . Toral-C and LDL-C were higher in Tvpe 1 than those in the
athers. Apo A-1 was not different between HLP comparing non-HLP, otherwise apo B-100 was sigmificantly hugher in {ia, I b,
and V. Al such as(TC-HDL)/HDL and LDL/HDL in Type V and § were lugher than those in the others. As the relative
frequencies of apo E phenotyping, E3/3, E3/4, E3/2, B2 /2, F2 /4 and E4 /4 were 0.782, 0.060, 0.972, 0.032, 0.019 and 0.095.
Plasma LDL-C, VLDL-C, TG, ratic of apo A- [ /B-100 and(TC-HDL)/HDL were different among apo E isoforms. TG and
VLDL-C in E2 allele were higher than that those in the others, otherwise LDL-C in E4 allele was higher than that in the others,
respectively. LDL-C and VLDL-C were not different among six apo E phenotypes due o heterozygotes of app E alleles has
counterbalanced effects. Total-, HDL-C, LDL+VLDL-C, apo A- [, apo B-100, ratio of LDL/HDL and Lp(a) were not different
among the apa F alleles. Since high rado of (TC-HDL) /HDL and low rado of LDL/HDL in apo E2 was happened, Al should be
carefully concerned to elucidare the CHD risk. (Korean J Nutrition 33 (6} : 639~ 646, 2000)

KEY WORDS: Apo E polymorphism, Hyperlipoproteinemia phenotypes(tHLP), Plasma lipid profiles.
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Table 1. Plasma lipid profiles i1 HLP and non-HLP according Lo gender differences{n = 215)

HLP(n = [36) Non-HLP{n = 19) P-value”
Profiles Total Male Female Total Male Female {HLP vs
(n = 196) (n = 100} (n = 96) n =19 n = B n=13 non-HLP)
Age 55 =13 50 4+ 13 60 + 10" 38 =1 5% + 16 53 £ 9 0.09
Cholesteralimm/l)
T-C 6104 162 KREBYF 170 639 & 147% 662+ 085 648+ 120 568+ 0.60 0.002
LDL 346 £ 141 311+ 1.26 382+ 146% 425+ 0290 402 1.37 436+ 058 < 0.001
HDL 117+ 030 112+ 024 121 £ 0.34% 162+ 039 1414 024 1724 041 <000l
VLDL 148 = 135 i.594 159 136+ 1.03 075 = 042 1054 026 061 £ 041 < 0.001
Total Irglyceride(m/)
TG 3.08+ 1.76 316+ 138 299+ 208 172 £ 079 228+ 057 145+ 074% <0001
Apolipoproteinimg/dh
Apo A- | 1578 =+ 3692 1522 + 267 1636 £ 447 1699 =+ 37.8 1680 =+ 24.2 1707 4 430 D.06
Apo B-100 1636 + 436 1555 =+ 35,7 172.0 + 49.3* 1593 + 308 1645 =+ 394 1569 =+ 265 N5
Alherogenic indices
(TC-HDLYHDL 4.6 = 2.7 43 &+ 1.7 48 + 33 3.3 4 1 38 £ 1.4 371 + 09 < 000t
LDL/HDL 31 £+ 20 26 £ 10 35 £ 27% 28 = 09 0 £ 1.3 27 £ 06 0.04
Lpia) 203 223 208 +£ 238 198 =207 244 + 202 23.0 41736 251 =228 N.S
Apo B/A 1.2 £ 09 1.0 = 02 1.3 £+ 1.3 10 = 03 10 £ 03 10 £ 03 < 0.01

Values are presented by Mean £ 5.0n
* Significantly pender differences between HLP & non-HLF at p<0.03
**, Significantly gender differences belween HLP & non-HLP at p<0.0

T, P-values for the differences between the tolal subject of FILP and Non-HLP

1
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Table 2. Plasma lipid profiles in five types of HLP comparing non-HLP subjecisin = 215)

HLP
Profiles Total fia Ih m Ty v (TZP:L; P value®
(n = 196) in = 36) n = 26) th = 5) (n = 126) in = 3

Chalesterolimm/1) ]
T-C 610+ 162 668 % 130" 610+ 1217 567 = 1.25° 586+ 166 926+ 1.19° 6.62+ 085 < G001
LBL 346 £ 141 425 % 1419 379 = 121 246+ 078 320+ 138° z76 & 0.400% 475 + 0.90° < 0.007
HDL 17 £ 030 135 0300 (05 0217 133 & 033 104+ 026° 076+ 0117 162+ 039° < .00
VLDL 148 £ 135 315+ 049 126+ 076" 188 = 045" 1524 146 5744 137 075+ 042 < 00G1
Total triglyceride(mM/)
TG 308+ 176 235+¢ V07° 267 % 092" 4104 0997 331+ 132 1251+ 243 172+ 079 < 0001

Apolipoprateinimg/di)
Apo AT 1578 £ 369 167.6 + 416" 1456 =+ 383" 1810 + 435" 151.3
Apo B-100 1636 £ 4361725 + 467° 1721 + 448° 1426 + 310 1571
Atherogenic indices

TCHDW 46 + 27 40
LDLHDL 31 -+ 20 32
Lp(aj 203 * 323 213
Apo B/AA 11 + 09 12

206" 1724+ 3897 1699 £ 378 009

368" 2903 £ 7945 1593 £ 3087 < 00T

H+

32 33 4+ 11t <0000

04" 23 + 09" < 0.0M

0.8% 56 & 485 34 oo™ 44 22" 16
09" 42 + 38 149 06 29 = 17 37
306' 194 +£ 175 366 + 306" 196 +200° 86 87" 245 +202° NS
T4% 15 4+ 17 08 + 02" 1o o+ 03 19 03" 10 + 03* < 0.001

Values are presented by Mean+5.D. 1. P-values for lhe diiferences among five lypes of HLP and nan-HLP
a, b, ¢, d, & Values within the five types of HLP and non-HLP with different superscripts are significantly at p < 0.05
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Table 3. Plasma lipid profiles according to apo E isomers in total-, HLP & non-HLP subjects(z* = 430)

Total subjectin = 430)
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{n = 3)

(=
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{n
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Profiles

Cholesteral(mm/)

NS

0.9
051
003

+ 127 60 =
.14
140 + 0.32
064 £ 0.72

686 =
4.69 +

082
0.89
0.4]
0.36

+ 140 NS 657 4,
158 0.01 4.5 &
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153

T

5.99

1.64

1.

0.09 4

N.§
0.02
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.
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202 4
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031"
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033
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'
e

0.75
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