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Common Arterial Trunk: Report of Five Atopsied Cases
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The common arterial trunk is a congenital cardiovascular malformation in which one arterial
trunk gives origin o the aortic arch, pulmonary and coronary arteries. Other cardiovascular mal-
formations are often associated, such as ventricular septal defect, aortic arch interruption, patent
arterial duct and so on. During the early period of life, the persistence of the increased pulmonary
arteriolar resistance results in cyanosis. As the pulmonary wvascular resistance decreases, the
cyanosis disappears but signs of congestive heart failure become the main problems.

We report five cases of common arterial trunk that was confirmed by autopsy at Chungnam
Mational University Hospital, Seoul MNational University Hospital, and Yonsei University
Severance Hospital berween 1983 and 1995. The ages of these patients at autopsy were 8-28

days and four of them were male. Pulmonary arteries arose as a pulmonary trunk in two cases
but three cases showed two arteries arising scparately from the posterior wall of the common
trunk. The type of ventricular septal defect was juxtatruncal in every case. All five cases had
three leaflet truncal valves but three cases showed dysplasia of the leaflets. Interruption of aortic
arch was associated in two cases. The cause of death was renal failure in two cases, cardiac
failure after corrective surgery in two cases, and pulmonary edema and failure in one case.
(Korean J Pathol 1996; 30: 1027~ 1033)

Kéy Words: Truncus arteriosus, CATCH-22, Juxtatruncal defect, Aortic arch interruption
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Table 1. Summary of clinicopathologic findings

case | case 2 case 3 case 4 case 3
Age at death 16 days £ days 10 days 9 days 28 days
Type of runcus 1 I I I 1l
Chief complaint  tachypnea & cyanosis & cyanosis & chest wall CYANOsis
depigmentation dyspnea dyspnea retraction
evelid edema
Cause of death  Renal failure Pulmonary edema  Renal failure Post-operative Post-operative
heart failure heart failure
Type of VSD  juxtatruncal juxtatruncal Juxtatruncal juxtatruncal juxtatruncal
Truncal valve 3 leaflets 3 leaflets with 3 leaflets with 3 leaflets 3 leaflets with
dysplasia dysplasia dysplasia
Associated [AA ADA IAA ASD, ADA ASD, PDA
anomalies PDA ASD, secundum PDA PAPVR Lt SVC
ASD, sccundum  innominate vein PFC hypoplasia, RV, TV  PFO

below aortic arch accessory spleen Lt juxtaposition
accessory spleen of appendages

cononary anomaly
PAPVR

IAA, interruption of aortic arch; ADA, absence of ductus arteriosus; ASD, atrial septal defect; PDA, patent ductus
arteriosus;, PAPVR, partial anomalous pulmonary venous return; PFO, patent foramen ovale; TV, tricuspid valve; RV,
right ventricle.



Fig. 1. Echocardiogram of case | shows pulmonary
arteries (RPA, LPA) arsing from a single arterial trunk
(TA). (RV, right venmricle; LV, left veniricle; AQ, aortic
archl.

Fig. 2. Anterior superior aspect of the heant shows a
common trunk (TA) and ventricular septal defect (asterisk)
seen from the rght ventricular infundibulum (BEV) (case
1). There is a segment with fibrous luminal obliteration
{between arrows) at the aortic isthmus between the left
subclavian artery (LSCA) and the left common carotid
artery (LOCA). Descending aorta (D5SAO) is connected 1o
the common arterial munk (TA) through the arterial duct
(DA). (TR, trachea; RSCA, right subclavian artery;
RCCA, right common carotid artery; LAA, left atrial
appendage).
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Fig. 3. Internal aspect of the trunk seen from the right
ventricular aspect in case 2. Two separate openings of
pulmonary arteries (LPA, RPA) are seen at the posterior
wall of the proximal part of the common trunk. The
ventricular septal defect (asterisk) is bordered by the
truncal valve supriorly and by a muscular rim interposed
between the ventricular septal defect and the ticuspid
valve (TV). The aortic arch is continued to the descending
aorta (DSACQ) and the areral duct is absent. Single
coronary artery (armow) is noted.

Fig. 4. A luminal cast of the common trunk (TA),
pulmonary arteries (LPA, RPA) and aortic arch in case 3.
Right brachiocephalic trunk (RBT) and left common
carotid artery (LCCA) arose as a common trunk, which
is ascending part of the aortic arch. There s an
interruption of aortic arch but descending aorta (D5SAD)
is connected 1o the main trunk through an arterial duce
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