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Figure 3
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Figure 5
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Fig. 6
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Figure 7
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Table 1 b MNEIFREREDO T 1T 1 —)b

Table 1.

Summiary of patient characteristics

Case No. Ape at Operation Diagnosis
1 0 days Asplenda, PA, TAPVD, CA, SV
2 1 day Asplenia, CoA, CA, SV
3 2 days IAA Aorticopulmonary window
4 2 days CoA. WSD
5 3 days TGA, CoA
G 4 days CoA,VSD
7 13 davs Cod V5D
8 1 momh ypolV, CoA VSD

PA: Pulmonary Atresia, TAPVD: Total Anomalous Pulmonary Venous Drainage,
CA: Common Atrium. SV Single Ventricule,

Cod: Coarctation of Aorta, ITAA- Interruption of Aortic Arch,

VSD: Ventricular Septum Defect. TGA: Transposition of the Great Arteries,
liypolW: Hypoplastic Left Ventricule

PAFHENREASH. TAPVDREAREMAEFE, CARLE, SVIELLE, CoA:

KEIRNEZS . TAAKEIAREERT. VSDULESREAEE, TCGAEEKMEER,
hypoLV: £ XL
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2 Figure 1

Supplemental Fig. S1
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