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Molecular Genetics of Hypertriglyceridemia, Combined Hyperlipidemia
and Dysbetalipoproteinemia
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Abstract

Hypertriglyceridemia is a common
metabolic disorder in the general
population. Severe hypertriglyceridemia
is a risk factor for abdominal pain and
pancreatitis. Hypertriglyceridemia
(HTG), 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 in Taiwan. In this
study, we determined the association
between the genetic variation in
apolipoprotein CIlll gene and
hypertriglyceridemia. Comparison of the
Sac I, Pvu Il, Fok | and Mva |
polymorphisms in apolipoprotein Clll
between 209 hypertriglyceridemic
patients and 303 normal subjects, there
were significant associations of serum
apolipoprotein Clll levels and Sac |, Fok
| and Mva | polymorphisms in normal
subjects (p < 0.001, 0.001 and 0.001,
respectively) only. There were also
associations between serum triglyceride
levelsand Sac | (p = 0.010) and Mval (p
= 0.030) polymorphisms. Patients with
the minor alleles of Sac I, Fok | and Mva
I were more likely to be
hypertriglyceridemic, and the odds ratio
were 1.844 (95% confidence interval,



1.236 — 2.751), 2.127 (1.370 — 3.302)
and 2.362 (1.505 — 3.705), respectively.
These results demonstrated that genetic
variations of the apolipoprotein CllI
gene were likely to be significant
markers for hypertriglyceridemia in
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Normal subjects HTG subjects

n Freqg. n Freg. p
Sacl cC 159 0525 116  0.400 0.004
CG 122 0403 137 0472
GG 22 0.072 37 0.128

Cadlele 440 0.726 369 0.636 <0.001
Gallele 166 0274 211 0364

Pvull GG 268 0884 262 0.907 0.321*
GC 33 0.109 27 0.093
CcC 2 0.007 O 0

Gallele 569 0939 551  0.953 0.275
Cadlele 37 0.061 27 0.047

Fok]l TT 120 0401 68 0.235 <0.001
TC 127 0425 149 0.516
cC 52 0174 72 0.249

T allele 367 0.614 285  0.493 < 0.001
Cadlele 231 0386 293  0.507

CcC 115 0384 64 0.222 <0.001
Mval CT 127 0425 153  0.529
TT S7 0191 72 0.249

Cadlele 357/ 0597 281 0.486 <0.001
T allele 241 0403 297 0.514
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