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= Abstract =

A Case of Pacemaker Syndrome, Proven by Cardiac Catheterization

Hye Young Son : Jeong Yoon Yim - Sung Kee Ryu
Hong Keun Cho - Si-Hoon Park - Gil Ja Shin

Department of Internal Medicine, College of Medicine, Ewha Womans University

The pacemaker syndrome is a complex of clinical signs and symptoms related to the adverse
hemodynamic and electrophysiologic consequence of ventricular pacing in the abscence of
other cause.

The following illustrates a case of pacemaker syndrome proven by cardiac catheterization. A
64-year-old female patient who had been previously managed with single chamber pacemaker
(VVI mode) due to sick sinus syndrome, suffered from chest discomfort, headache, dizziness,
lightheadedness.

We thought that she suffered from pacemaker syndrome and changed single chamber pacing
to dual chamber pacing. At that time we performed cardiac catheterization perioperatively.

Pulmonary capillary wedge pressure, main pulmonary arterial pressure, right atrial pressure
and right ventricular pressurre were normalized after the change and she didn't feel any
Symptorms.

KEY WORDS : Pacemaker syndrome - Cardiac catheterization.
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Fig. 1. Electrocardiogram showes the P wave on ST segment, representing retrograde ventriculoatrial conduction.
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Fig. 2. Lateral view of chest X-ray. Single chamber pacemaker(A) is changed to dual chmaber pacemaker(B).

Table 1. A comparison of hemodynamic variables be-
fore and after changing to the dual chamber
pacing

Single chamber Dual chamber
pacing(VV] mode) pacing(DDD mode)

Oxygen study O, Sat O, Sat
RA 59% 61%
MPA 60% 63%
Aorta 92% 89%

Pressure(mmHg)

PCWP 16/0 5/0
MPA(mean) 21/7(12) 14/5(8)
RV 20/6 17/4
RA 19/0 7/0

Cardiac output 3.3 4.0

Cardiac index 21 2.5

19/0mmHgol ) 7/0mmHg= 242 748 27 Rech
Al *%‘"’*— 3.3L/mindlA 4.0L/mine 2 713153
o Hubz Al (cardiac index)® 2.1L/min/m?l|
Al 2.5L/min/m?2.2 F7}5t9cHTable 1). Fig. 3
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Single chamber pacing(VVI mode)
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mmHg

Dual chmaber pacing(DDD mode)
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Fig. 3. Pressure tracings from right atrium before and after changing to the dual chamber pacing. Note that cannon a
wave disappeared after changing to the dual chamber pacing(DDD mode).
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