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Congenital Aortic Valvular Stenosis : Report of 1 Case

Byung Yul Kim,* M.D., Woek Soo Ahn,* M.D., Un Ha Chang,* M.D.
Ju E Kim, M.D.,* Hoe Sung Yu, M.D.*

The incidence of congenital aortic valvular stenosis has been known rare, and approximately 3-6%
of congenital heart diseases.

Recently, we experienced 1 case of congenital aortic valvular stenosis, and which was corrected
surgically under extracorporeal circulation successfully.

A 11 years old male pt. was admitted to N.M.C. because of dyspnea, dizziness, chest pain and episode
of syncope.

An auscultation, harsh systolic murmur {Gr. 1V/V1) was noted at aortic area and also palpable strong
thrill.

ECG showed LVH c strain pattern and suspicious LVH finding in simple chest P-A film,

In Lt. cardiac catheterization, abrupt pressure change (110mmHg) between LV & Aorta was noted
across the aortic valve. And aortic insufficiency was absent, well visualized both coronary arteries and
suspicious bicuspid aortic valve in aortography.

Valve form was bicuspid, large one was noncoronary cusp and another cusp was Rt. & Lt. coronary
cusp which was interpositioned rudimentary commissure. Central aortic orifice was about Smm in
diameter.

Valvulotomy was done along the fusioned commissure between noncoronary cusp and Rt. & Lt.
coronary cusp, and then shoit incision was added becween Rt. coronary cusp & Lt. coronary cusp.

Immediate postop. course smooth but unknown cardiac arrest was noted in POD second day. Com-
plete recovery was done without sequele by resuscitation.

After operation, clinical symptoms were subcided but systolic murmur (Gr. 11/Vi) was audible at
aortic area, diastolic mumur was absent.

ECG showed still remained LVH but much decreased R wave voltage in Lt. pre cordial feads,

Simple chest P-A showed no interval changes compared to preop. film,

Control Lt. heart catheterization revealed still remained pressure gradient {40mmHg) between LV &

Aorta. But much decreased pressure gradient compared to preop. pressure gradient {110mmHg).
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Fig.1. Chest P-A.(Preop.)
CT Ratio: 0.5
Pul. vascularity: normal.
LVH : suspicious.

Fig. 2. Phonocardiography
SM:systolic murmur, S, : first Ht. sound.
S,: second Ht. sound, HF:high frequency.
LF:low frequency, CPT:carotid pulse tr-
acing. E:ejection click sound.
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Table 1. Cardiac catheterization data

0, saturation Pressure(mmHg)

Pul. wedge arl5, v:ill M:ii2
MPA 80.2 % 33/11 M:17
RV 78 % 34/0/7
RA 78 % a:8, v:4 M: 5
sSvce 77 %
IvC 77.2 %
LV 96.5 % 223/0/20

96.5 % 113/87 M:10

Fig. 3.

Aortography

Size of ascending aorta: 31 cm

Size of aortic annulus: 23 cm

Valvular aortic stenosis(Bicuspid) Well
visualized both coronary Aa. & no evid-
ence of combined anomaly.
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Fig. 4. Schematic drawing of operation.
Lt.: preop findings. Rt.: postop. findings.
NCC : Non coronary cusp
RCC: Rt. coronary cusp
LCC: Lt, coronary cusp
Dotted line & size : commissurotomy site.
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Fig.5. Chest P-A(Postop.)
No specific interval changes compared
to preop. chest film.
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