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Table 1. Distribution of serum folate and tHcy concentrations according to polymorphism in

1
Japanese young women

Serum folate Serum tHcy
Genotype n (nmol/L) ANOVA (umol/L) ANOVA

All 100 19.6%102 10.02.4

subjects
MTHFR CcC 36 222+13.1 P<0.05 9820 P=0.1306
C677T CT 47 19.0x84 98+23

T 17 16.0 = 6.1* 11.3+£3.1
MTHFR AA 70 18779 P=0.5266 10.3+2.6 P=0.1912
Al1298C AC 27 222+14.38 95+ 19

CC 4 17.7+45 85+16
MS AA 66 194105 P=0.5094 103x£25 P=0.2344
A2756G AG 32 19.5+85 95+£22

GG 2 305+254 11,0+ 1.6
RFC-1 AA 3l 19677 P=0.5692 9.9+£2.6 P=0.6946
AS80G AG 50 204=x123 100+22

GG 19 177+ 7.7 10424

1 Values are mean+SD. *p<0.05: Significantly different from CC genotype.
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FIG. 1. Serum folate concentrations in healthy
young Japanese women with combined (n=100)
{A) and with differing MTHFR C677T
genotypes (CC; n=36, CT; n=47, TT; n=17) (B)
at  baseline and before and after
supplementation with 200 and 400 pg/day folic
acid. T, " Serum folate concentrations differs
from preceding period at p<0.005 and p<0.001,
respectively. * ™ *MTHFR genotypes with same
superscripts significantly differ; p<0.05.

_41_

Falic acid Folic acid
200ug/da 400pg/ida
15 g 4 ngiday
g
©°
E
2107
=
o
£
[
R
)
w)
0 0 2 6 10 14
Weeks
Faolic acid Folic acid
200ug/a; 400ugid
ng/dal Opg/day

g
@

Serum tHey {umolit)
8
I
i
i
[‘!
i
ts‘%u

51
w--CC
-4-CT
- k=TT
3 8 10 14

FIG. 2. Serum total homocysteine (tHcy)
concentrations in healthy young Japanese
women at baseline and before and after
supplementation with 200 and 400 pg/day folic
acid for the combined (n=100) (A) and
differing MTHFR C677T genotypes (CC: n=36
CT, n=47, TT; n=17). *, ** Serum tHcy
concentrations differs from preceding period at
p<0.05 and p<0.0001, respectively. ** MTHFR

genotypes with same superscripts significantly
differ; p<0.03.
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Figure 1. The mortality rate from congenital heart disease, 1960-1999, males, Japan.
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Figure 2. The mortality rate from congenital heart disease, 1960-1999, females, Japan.
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Figure 3. Birth cohort analyses of the mortality rate from congenital heart disease, 1960-1999,
males, Japan.
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Figure 4. Birth cohort analyses of the mortality rate from congenital heart disease, 1960-1999,
females, Japan.
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