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Radiological Features of the Trilogy of Fallot
Kyoo Byung Chung, M.D., Chung Gie Im, M.D.
Kyung Mo Yeon, M.D., and Man Chung Han, M.m.

Depart. of Radiology, College of Medicine, Seoul National University

Among the main components of the ’I“rilcgj.' of Fallot, pulmonary stenosis, right ventricular
hypertrophy and right to left shunt through the ASD or patent foramen ovale, pulmonary stenosis
is the most important factor. Due to the pulmonary stenosis, right ventricular and right atrial
pressure are increased and this results in venoarterial shunt across the ASD or patent foramen
ovale and in cyanosis.

Radiological findings of eight cases of the Trilogy experienced at the Department of Radiology,
Seoul National University Hospital, were analysed with their clinical findings.

The summerized results were as follows:

1. Male to female ratio was 4:4, and the age of the patients was distributcd between 6 year
and 3lyear. The common symptoms and signs of the patients were cyanosis, dyspnea on exert-
ion, phalangeal clubbings and grade III-IV systolic murmur. In most cases, the clinical
diagnosis was the Tetralogy of Fallot. .

2. The characteristic findings of right heart catheterization were (1) right to left transatrial
shunt, (2) increased right ventricular pressure without transventricular shunt, and (3) abrupt
decrease of pulmonary arterial pressure. In all eight cases, the right ventricular pressure was
elevated more than 100mmHg, and in six cases, the right ventricular pressure was elevated more
than systemic blood pressure.

3. In chest PA view, six of eight cases were presented mild cardiomegaly, however in two
cases, the cardiothoracic ratio was under 50%. Important chest PA findings were prominent
pulmonary conus, decreased pulmonary vascularity and left atrial enlargement. In all cases, the
cardiac apex was not elevated.

4, In right heart cardioangiograms, the right ventricular cavity was small except one case.,
and infundibular hypertrophy of right ventricle was present in all cases. The left lateral view
of right heart cardioangiogram was very useful in the evaluation of the infundivular hypertrophy,

pulmonary vaivular stenosis and poststenotic dilatation of pulmonary artery, Especially the
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stenosis, thickening and doming of the pulmonary valve was beautifully demonstrated in the left

lateral view of right heart cardioangiogram.

5. The right heart cardioangiogram, with right heart catheterization, was essential in diagno-

sis of the Trilogy of Fallot.
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Fig. 1. Diagramatic portayal of the central circ-
ulation in Trilogy of Fallot. Because of the
pulmonary stenosis the right ventricular pres-
sure is elevated, and a right to left shunt at
atrial level is possible through a atrial septal
defect or patent foramen ovale. (From Kanjuh
and Edwards: Pediat. Clin. N. Amer. 11:55,
1964)
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Fig. 2. Chest PA views of Trilogy of Fallot. A.
Case 7. Typical chest PA findings of Trilogy
such as mild cardiomegaly, prominent pulmo-
nary conus, decreased pulmonary vascularity
and left atrial enlargement are well presented.
B. Case 8. The heart size is smaller but other
findings are similar to A.

Fig. 3. Case 3. The AP view of right cardioan-
giogram is presenting markedly enlarged right
atrium and right ventricle. Infundibular hype-
rtrophy and pulmonaily valvular stenosis are
also demonstrated.
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Table I, Clinical Findings of Trilogy

Case Age Sex B Physical findings Lab. finding Clinical
No. g e B p diagnosis
Cyanosis Clubbing Murmur Hb(mg%) EKG
1 27 Hemoptysis H H grade III 12.0 RVH TOF with
D.O.E. systolic p-pulm Dextrocardia
2. 5 M Cyanosis Ht H# 7 15.7 RVH T.O.F.
D.O.E. p-pulm.
3. 11 Cyanosis + + % 12.0 RVH T.O.F.
D.O.E. p-pulm.
4. 9 Frequent + + ” 13.8 RVH T:O.F.
: URI p-pulm.
5. 31 M D.O.E. "~ H W grade IV 20.2 RVH T.O.F.
systolic RAE R/O Trilogy
6. 18 Cyanosis H H grade III 15.0 RVA T.O.F.
systolic
% 16 M D.O.E. - + ’” 17.6 RVH T.O.F.
p-pulm.
8. 19 M D.O.E. + + 4 23.2 RVH R/O Trilogy
LAH
Table II. Findings of Cardiac Catheterization
Case Oxygen saturation (%) . Pressure (mmHg) Systemic
e RA RV PA PV LA RA RV PA PV LA e
| 54.1 52.2 60.2 — S 6/0 135/0/- 12/4 — = 110/80
2. 64.5 59.1 — 94.8 77.2 12/0 145/0/- -~ 7/0 7/0 100/70
3 45.5 59.1 44.5 — — 10/0 210/0/10 14/6 — — 140/100
4. 68.0 66.0 — — 87.0 13/0 190/0/ — = — 100/70
B 25,5 29.2 -~ 96,3 74.9 15/0 140/0/14 20/6 14/0 14/0 150/100
6. 59.4 60.5 59.0 == — 5/0 120/0/10 5/0 — —_ 160/130
7. 63.7 58.4 58.7 97.7 84.2 10/0 135/0/12 14/10 9/0 9/0 130/90
8. 69.0 67.7 — 98.2 85.8 12/0 140/0/14 — — 130/100
Table III. Chest PA Findings of Trilogy
Case Cardiothoracic Pulmonary Left atrial Pulmonary
No. ratio (%) conus enlargement vascularity
1. 68% with Concave +H Normal
dextrocardia
2. 58 Convex + Decreased
3. 64 Straight H Decreased
4. 50 Sl. convex + Decreased
5. 57 Convex + Decreased
6. 67 Convex + Decreased
Ts T 56 Convex -+ Decreased
8. 43 Convex + Decreased
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Fig. 4. Frontal views of right ventriculogram of
Trilogy. A. Case 2. The right ventricle is small
in cavity, but hypertrophied. Marked infundib-
ular hypertrophy, pulmonary valvular stenosis
and poststenotic dilatation of pulmonary trunk
are well prezerrted. B. Case 8. Same findings to A.

Fig. 5. Lateral views of right ventriculogram of
Trilogy. A. Case 2. Infundibular hypertrophy,
pulmonary valvular stenosis and poststenotic dil-
atation of pulmonary trunk are beautifully dem-
onstrated. Especially the thickened, dome sha-
ped pulmonary valves are characteristicaly well
presented in this view. C. Case I. Siaaller right
ventricle, otherwise very similar to A.
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Table IV. Angiographic Findings of Trilogy

Case Angiography RA RV Infundibular Pulmonary Diameter of Visualization

0. hypertrophy stenosis pulm. trunk of aorta

1. Right atrial H small + valvular 3.5cm Faint
angiography

2. Right vent. H ” +H Valvular 4.0cm Non
angiography (5mm dia.)

3. Right atrial # +“Llarge + Valvular 3.5cm Non
angiography (5mm dia.)

4. Right atrial + Small H Valvular 2.5cm Visualized
angiography (6mm dia.)

5. Right vent. ? ” + Valvular 5.5cm Non
angioraphy

6. Right atrial H 7 H Valvular 4.5cm Visualized
angiography (5mm dia.)

T Right vent. ? ” L Valvular 6.0cm Non
angiography (6mm dia.)

8. Right vent. ? ” + Valvular 4,.5cm Non
angiography (6mm dia.)
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