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Figure.1 %sulfate of serum bile acids

in vitamine K deficiency and controls
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Figure.2 %glucuronide of serum bile acids

in vitamine X deficiency and controls

Table.l Serum primary and total bile acids
and P/T ratio in infants

(Tottori University School of
medicine;:T.Shinzawa and T.Mura)

Age No.of|Serum bile acid(uM)|P/T ratio
cases|Primary Total
cord blood 30| 4.6%1.8 7.7£2.6 §9.7t5.6
iday 25[10.5€3.7 15.9%5.1 66.0%6.0
3days 25/14.5t6.5 18.9%7.1 76.7%6.5
Sdays 25|18.0t6.1 21.9%6.2 | 82.2%6.0
7days 25(21.1+6.6 23.9%6.8 88.315.9
2weeks 19}{21.6£5.9 24.9%5.8 86.7%6.0
4weeks 25(25.718%.1 27.8t6.9 92.4x7.0
2months 21{19.6%£6.1 23.1:5.8 84.8L5.9
3months 15[15.9%6.1 19.2£4.9 82.8x5.9
Smonths 13]/15.0%6.7 17.0+7.3 88.216.9
lyear '91{10.8%3.5 15.3%4.6 70.8%+2.9
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