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456 4175
( 1436  founders 2739
non-founders) 916 ( /
1~67) 26.8% 7 16.9% 6
14.0% 8 278 ( 1~5
) 68.9% 3 226% 2 Abstract
500 4
20% (heterozygosis) The basic description of family data was
40% following; Individuals: 4175 (1436 founders,

2739 nonfounders), and total families: 456.
The family sizes were average: 9.16 (1 to 67),
and the distribution patterns of family were 7
(26.8%), 6 (16.9%) and 8 (14.0%). The
1 generations were average: 2.78 (1 to 5). The

estimate of residual nonshared environmental

(Recombination fraction 6 )

LOD Score variance is 0.324, and the estimate of

©) full polygenic component of variance was 0.192.
informative meiosis Thus, the polygenic heritability of the trait,
0.1197(6 =0.1) LogTG/HDL is estimated as

0.192/(0.192+0.324)=0.372. About 37% of
the total variance can be explained by a
polygenic component, suggesting that the
trait is highly heritable. The results of testing
LOD Score 0 each marker locus for linkage to an additive
lod score major gene influencing the trait, Log
TG/HDL were not significant as following

Merlin table. When we tested for association, there
Mendel is a polygenic effect and that this may map to

SNP the locus where our markers are located, so
we must include additive components in the
null model. The tests of variance are less
powerful than the tests of association, it is

0.1197 full informative meiosis
LOD Score 0

Error

2



possible for an effect to be significant
component of the mean but not a significant
component of variance. We used orthogonal
test of Abecass et a to evauate if
within-family component of association is
significant, and it is robust to stratification.
The results showed the most significant
result refers to: Marker: ApoA4 (Chisa:
3.384, p-value: 0.0658). The parametric
linkage analysis by LODLINK program did
not demonstrated high LOD score among 5
markers.

K ey wolriglyseride/HDL cholesterol,
Linkage analysis, Quantitative
trait locus,

Triglyceride/HDL-cholesterol
ApoA1/C3/A4

456 4175
( 1436  founders 2739
non-founders) 916 (
1~67) 26.8% 7 16.9% 6
14.0% 8 278 ( 1~-5
) 68.9% 3 226% 2
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20% (heterozygosis)
40%
(QTL quantitative
trait locus)
( SAGE
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Merlin
Covariance structure
SOLAR Merlin
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full sibs Abecasis

logarithm
Abecasis
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stepwise
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(2 (variance component)
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log(TG/HDL)
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