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Abstract
Atherosclerosis and its related diseases have
increased with the
in this
country. It is generally agreed to that there
highly

been remarkably

advancement of socioeconomy

are correlation between

dyslipoproteinemia and  atherosclerosis.
Dyslipoproteinemia has recognized to be
affected by heritable and environmental
factors. No data yet in Taiwan could provide
this information in clinical, educational and
academic uses. The purpose of this study will
the

dyslipoproteinemia proband in Chin-Shan

emphasize on study of
community.

We had recuruited 3 families of the
proband with comprehensive 4 generation
pedigrees, having 133 subjects (male 68 and
female 65) with its age, mean at 33.5£17.1
and range from 3 to B81. We invited those
participants in CCCC Study and encourage
their children below age of 35 to attend our
Chin-Shan clinic for detailed history taking,
physical examinations, physiological tests
and blood sampling for lipid and biochemical
vaniables. The study groups were much
younger than original cohort population, but
with higher triglyceride levels and similar
levels of cholesterol and Apo B levels. The
correlation  coefficient
calculated by the FCOR  program
implemented in SAGE software. We found
that among marital relationships, there were

familial were

positive ApoAl correlation. Among the
parental-offspring relationships, there was a
moderate positive correlation in HDL-C
level(r=0.34); and apparently no correlation
between siblings.



Reports have demonstrated an inverse
relationship between plasma levels of HDL-
C and apolipoprotein A-I (Apo A-I) and the
incidence of coronary heart disease. A
common Msp! polymorphism (G/A) in the
promoter site of ApoAl gene (-75 bp) has
been shown to be associated with plasma
HDL-C and Apo A-l levels. Another Msp/
polymorphism site (+/-) in the 5° region of
ApoAl gene (+83 bp) has alsc been proven
to relate with HDL metabolism. In our study,
the difference of atherosclerotic risks factors
and lipid levels were not significant among
G/A and (+/-) polymorphism. The disease
diabetes
dyslipidemia were also not different among

pattern of hypertension, and
G/A and (+/-) polymorphism.
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Appendix
Table 1: Distribution of Apo A-I gene Msp/! polymorphism, by gender

-75bp, G—A 7 o p-value
(n=38) {n=41)

GG 21 ({56.8) 16(43.2) 0.194

GA 13 (46.4) 15 (53.6)

AA 4 (28.6) 10 (71.4)

Table 2: Allele frequency of Apo A-I gene Mspl polymorphism, by gender

A *
-75bp, G—A p-value
(n=76) (n=82)
G allele 55(53.9) 47 (46.1) 0.048 *
A allele 21 (37.5) 35 (62.5)

* p-value<0.05

Table 3: Basic anthropometric, blood pressure, lipid levels, stratified by Apo A-I

gene Mspl polymorphism
Variables oG OA AA p-value
(n=37) (n=28) (n=14)

Age (years) 3711166  47.4+185  335%13.6  0.0180*
BH (cm) 163.418.4 160.8+8.8 1554102  0.0204 *
BW (kg) 62.1X10.8 63.5+139 5581136 0.1610
BMI (kg/m”) 23.2+£3.1 24.4%4.0 22.8+42 0.2785
SBP (mmHg)  120.9+15.1 123.8+17.0 111.2+128 0.0585
DBP (mmHg) 766112 7843198 70.5£7.6 0.0761
T-CHOL (mg/dl} 192.1+43.5 19821%36.2 1964+47.1 (.8392
TG (mg/dl) 12564692  153.9+954 9411502  0.0594
HDL {mg/dl} 44.8+10.8  43.9+14.1 53.6+14.6  0.0522
"LDL (mg/dl) 11294420 116.8%379 113.7+494 09317
Apo Al (mg/dl)  120.5+19.6  1203%278 1322294 02710
Apo B (mg/dl) 5871166  628%+160  559%21.7 04378
Insulin (mu/ml)}  5.93+4.23 535X4.66 4.69+2.44 0.6147
Glucose (mg/dl) 109.5+30.8 116.9+32.8 103.646.1 0.3422

* p-value<0.05



Table 4: Disease patterns in Apo A-I gene Mspl polymorphism

Disease entity GG GA Al p-value
(n=37) (n=28) (n=14)

BMI 227 kg/m’ 4 (10.8) 6(22.2) 2 (14.3) 0.454

T-CHOL =240 mg/dl 6 (16.2) 3(10.7 2{14.3) 0.817

TG 2200 mg/d] 5 (13.5) 6 (21.4) 0(0.0) 0.166

HDL =35 mg/dl 8(21.6) 10 (35.7) 1(7.1) 0.111

LDLZ 160 mg/dl  4(10.8) 4(14.3) 2(14.3) 0.898




Table 5: Distribution of Apo-1 gene Mspf polymorphism, by gender

+83 bp (+,-) % * p-value
{n=38) (n=40)

++ 36 (48.6) 38(51.4) 0.958

+- 2(50.0) 2 (50.0)

Table 6: Allele frequency of Apo A-I gene Mspi polymorphism, by gender

+83 bp (+,-) s x p-value
(n=76) (n=80)

+ allele 74 (48.7) 78 (51.3) 0.959

- allele 2(50.0) 2 (50.0)

Table 7: Basic anthropometric, blood pressure, lipid levels,
stratified by Apo Al Mspf polymorphism

Variables i i p-value
(n=74) {n=4)
Age (years) 403179 36.0+12.9 0.6416
BH (cm) 161.0+9.5 162.5+4.0  0.7492
BW (kg) 61.7+13.0  58.6%3.6 0.6451
BMI (kg/m?) 23.6+3.7 222+1.8 0.4596
SBP (mmHg) 1208+16.0 1098113 (.1797
DBP (mmHg) 76.81£10.5 68.014.3 0.1031
T-CHOL (mg/dl) 195.1%423 197.3+28.1 (0.9222
TG (mg/dl) 134.6+£79.5 63.8+93 0.0001 ***
HDL (mg/dl) 45.5112.7 53.0x£19.7  0.2653
LDL (mg/d]) 114.1+42.1  129.0%£293  0.4893
Apo Al (mg/dl) 1224%252  1223%206  (.9879
ApoB(mg/dl) 602%17.6  563£76  0.6607
" Insulin (wml)  5.70%£4.17  240x178  0.1220
Glucose (mg/dl)  111.5+£29.8  1058+13.3  0.7032

*** p-value<0.001



Table 8: Disease patterns in Apo A-I Mspf genotype polymorphism

) ++ +-
- Variables (0=74) (n=4) p-value
BMI= 27 kg/m? 12(164)  0(0.0) 0.377
' T-CHOL2240mg/dl 11(14.9)  0(C.0) 0.405
TG=200 mg/dl 11 (14.9) 0(0.0) 0.405
HDL=35mg/dl  18(243)  1(25.0) 0.976

LDLZ 160 mg/dl 10 (13.5) 0 (0.0) 0.431
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= D ZRRA S LT A R PR S R ) 546 5 Y
B Family 1 family 2 Family 3 study groups |4 L& %t {p value
Mean*SD | meantSD | mean*SD
n=36 n=47 N=30 n=113 n=3602

B4 16 : 20 23:24 12:18 51 :62 1703 © 1899 -
age(years) 32.1:£159 | 36.8%£16.2 | 378199 | 35.6+17.1 6241122 -
Cholesterol{mg/dl) | 169.0+34.0 | 210.5£38.7 | 206.640.3 | *206.2E53 | *197.82F0.7 | 0.116
Triglyceride(mg/dl)| 129.5£75.5] 12434637 {132.1£114.8] *131.6X11.4 | *1259F16 | 0.618
HDL-C(mg/dl) 46.5:+92 1 459150 | 46.1£13.9 | *456*1.5 *47.5402 | 0.216
LDL-C{mg/dl) 86.0+t39.6 [130.1437.1|127.9+354 | *1255£52 | *137.610.7 | 0.020
ApoAl(mg/dD) 115.5+22.0/126.1£286|119.5+19.8| *119.7£3.0 | *127.7+0.5 | 0.008
ApoB(mg/dl) 4924205 | 64.5E13.9 | 639175 | *63.433.6 *93.93-0.6 | 0.001

*adjusted by sex & age ( parameter estimate X standard error )




