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— Abstract —

Corrected Transposition of the Grate Arteries
associated with severe Tricuspid Insufficiency*
— One case report —

Chi Kyung Kim, M.D.** Bum Whan Na, M.D.** and Hong Kyun Lee, M.D **

The term corrected transposition of great arteries (hereafter referred to as corrected TGA) of the heart
in which there is both a discordant atrio-ventricular relationship and transposition of the great vessels.

Usually situs solitus is present, while the ventricles are inverted showing an | -lcop. The great vessels
are transposed and in the |-position so that the pulmonary artery aries from the right-sided morphological
left ventricle and the anteriorly I-transposed aorta arises from the left-sided morphological right ventricle
yielding an SLL pattern,

In the majority of cases, associated lesions are common. The most frequent are ventricular septal
defect, obstruction to the pulmonary outflow tract, tricuspid valve incompetence and atrio-ventricular
conduction abnormalities,

In the rare cases, no associated conditions are present and hemodynamic pathways are normal.

In the report, we present one case of a 20 year-old male having corrected TGA associated with severe
tricuspid valve incompetence, was corrected by tricuspid vaive replacement, directly developed a supra-
ventricular tachycardia but was controlled by calcium-entry blocker, Verapamil, successfully,
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ATl 2. JFA A ELA
( Atrial bigeminy, diphasic P wave in Vi, V, lead, LVH evidence in

precordial lead) °

Sys/Dias. Mean Pco, Po, 0,CT O, Sat.

Pul. wedge 44/34 38 32 99 19 98
Pul. Art. 91/45 63 41 32 12 64
MPA 86/43 61 39 35 13 68
RV inflow 67/0 28 42 34 13 67
RV apex 70/0 29 41 34 13 67
RA 10/2 6 4] 34 13 66
SvC 12/3 7 43 34 13 66
IvC 13/6 7 41 38 14 74
LV inflow 108/15 42

LV apex 109/17 57 38 67 18 94
LV outflow 104/15 56 37 65 18 94
Asc. Aorta 103/70 81 38 64 18 93

Qp/Qs : 0.9, Rp/Rs: 0.3
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AVEl 4. left ventriculography (AP & lateral view )
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