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%1 Prenatal Diagnosis of Nonketotic Hyperglycinemia

Subjects GCS activity Baby Remarks
(Gestational age) in chorionic villi
(umol product/g protein/hr)

Case 1 (12W) 4.4 Healthy FRG
.Case 2 (11W) 5.5 Healthy FRG
Case 3 ( 8W) 0.1
(12W) 0.2 Aborted Australia

Case 4 (10-12W) 2.8 Healthy USA
Case 5 (10W) 8.2 Healthy Japan
Case 6 (13W) Undetectable Aborted USA
Case 7 (12W) 3.1 Healthy Belgium
Case 8 ( 8W) 9.9 Healthy FRG
Case 9 (14W) Undetectable Aborted FRG
Case 10 (16W) 4.6 Healthy FRG
Case 11 (10W) 6.0 Healthy France
Case 12 (10W) 6.0 Healthy France
Controls ( 8-16W) 2.5 - 8.0

n=12

%_2, Activities of glycine cleavage system in liver and

brain of fetuses of Cases 3, 6 and 9
Activity
(umol product/g protein/hr)
Liver
Fetus of Case 3 (13W) 0.5

Fetus of Case 6 (14W) Undetectable

Fetus of Case 9 (15W) Undetectable

Control fetuses (12-16W) 22.3-28.6
Brain

Fetus of Case 3 (13W) 0

Fetus' of Case 6 (14W) Undetectable

Control fetuses {12-16W) 2,7-3.2
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