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Abstract

Hypertriglyceridemiais a
common metabolic disorder in the
general population. Severe
hypertriglyceridemiais arisk factor for
abdominal pain and pancreatitis.
Hypertriglyceridemia, especially
familial combined hyperlipidemia and
dysbetalipoproteinemia, have been
theorized to be a potential risk factor
for coronary heart disease. It may exist
that a relatively large number of
individuals have a genetic tendency to
hypertriglyceridemia, combined
hyperlipidemia and
dysbetalipoproteinemiain Taiwan. In
this study, we continued to determine
the association and the genetic
variation in All gene and in
hypertriglyceridemia, combined
hyperlipidemia and
dysbetalipoproteinemia. The levels of
total cholesterol, triglyceride, LDL-C
and Apo Al & B were higher in 109



hypertriglyceridemia than those in 125
normal controls. The allelic
frequencies for cases and controls were
Mspl(+)0.706 Mspl(-)0.294
Mspl(+)0.684 Mspl(-)0.316
(p=0.167) Mval(+)0.748
Mval(-)0.252 Mval(+)0.84
Mval(-)0.16 (p=0.018) The frequency
of Mval (-/-) genotype was higher in
patients (p<0.001). It seemed that Mval
(-) allele was associated with
hypertriglyceridemia in Taiwanese.
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TABLE 1. Clinical Details of Control and Patient Subjects ?

Controls Hypertriglyceridemic patients p
N 125 109
M/F 71/54 67/42 0.507
Age 52.9+1.1 53.5+1.0 0.707
T chol 176+2.7 234+4.8 0.000
TG 104+3.7 385+16.1 0.000
HDL-C 51+1.0 43+1.1 0.000
LDL-C 107+2.0 119+4.1 0.007
ApoAl 134+3.2 143+3.0 0.043
ApoB 82+1.8 94+2.6 0.000
Lp(a) 17.0+1.5 9.5+1.4 0.000

a Mean+SEM; Age(years); T chol, TG, HDL-C, LDL-C Apo Al, Apo B and Lp(a) are
in mg/dL unit.



TABLE 2. Frequencies of Mval and Mspl Genotype at Apo All Genein Control and
Hypertriglyceridemic Subjects ®

Controls Patients p

Mval -/- 3(2.4) 23(21.1) 0.000
Mval +/- 34 (27.2) 9(8.3)

Mval +/+ 88 (70.4) 77 (70.6)

Mspl -/- 11 (8.8) 15 (13.8) 0.066
Mspl +/- 57 (45.6) 34 (31.2)

Mspl +/+ 57 (45.6) 60 (55.0)

Mval + alele 210 (84.0) 163 (74.8) 0.018
Mval - dlele 40 (16.0) 55 (25.2)

Mspl + alele 171 (68.4) 154 (70.6) 0.167
Mspl - dlele 79 (31.6) 64 (29.4)

a the parenthesis indicates %.



TABLE 3. Correlation Coefficient of Apo All Polymorphismson Lipid Levels®

Mval Mspl
T chol -0.068 -0.014
(0.152) (0.419)
Triglyceride -0.131 -0.039
(0.023) (0.275)
HDL-C 0.096 0.037
(0.074) (0.286)
LDL-C 0.029 -0.034
(0.330) (0.306)
Apo Al -0.043 0.117
(0.264) (0.043)
ApoB -0.041 -0.086
(0.273) (0.105)
Lp(a) -0.038 -0.015
(0.290) (0.414)

a the parenthesis indicates probability.
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