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A CASE OF AL AMYLOIDOSIS TREATED
WITH PHYSIOLOGICAL PACING TO CONTROL ATRIAL BIGEMINY
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Abstract : A case of AL amyloidosis with sick sinus syndrome (SSS) is reported. The
patient was a 68-year-old female, who had been treated with a VVI pacemaker for SSS
from the age of 64. When she was 65 years old, she suffered from palpitation which
gradually subsided. Electrocardiograms during palpitation showed bigeminal cycles.
Electrophysiological tests suggested that the bigeminy was a right ventricular pacing
rhythm followed by supravetricular premature beats. They did not respond to any antiarr-
hythmic drugs. Her laboratory data revealed anemia, elevated erythrocyte sedimentation
rate, mild renal dysfunction and M-protein. Myocardial biopsy, renal biopsy and bone
marrow aspiration were performed, and she was diagnosed as having AL amyloidosis. We
employed a DDD pacemaker to control the atrial contractions, and she was relieved from
the palpitations. Some considerations of pacemaker treatment with AL amyloidosis are

described herein.
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68 5% ARPIE. Urinalysis Biochemistry
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L&, FAES A 2T BOBSAESNBRE CIRESEE Hematology GPT 9 IU/
R R 7 Fbie = (Fig. 1) &+ 7 RBC 275 X104/ 111 LDH 403 U/
Hﬁ@fﬁ%ﬁﬁ\ w7 @L\EEL < L#‘/’ (Fig. 1 fé b, He 2 8 % »-GTP 2 WA
TABSAEN IR L 2T S hore. [ 9 A 12 HicEAM Hb 8.3 g/dl TP 5.6 mg/dl
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ABERFHAE | & 152 cm. 6% 53kg. BRH, 60/4, C. 27 mg/dl Cl 111 mEq/1
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Fig. 1. High frequency stimulation of the right atrium on 12 Sep. 1984.
Termination of the stimulation at 90/minute of the right atrium lead to a
cardiac stand still for 6.4 seconds followed by an idioventricular rhythm.
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Fig. 2. Chest roentgenogram.
Chest roentgenogram on admission showed
mild cardiomegaly. Pulmonary edema was
not present.
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Fig. 3. Electrocardiogram soon after a VVI pacemaker implantation.
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Fig. 4. Electrocardiogram during palpitation.
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Fig. 5. Light microscopy of biopsy specimen of
right ventricle showed mild hypertrophy of
myocyte and moderate fibrosis (Hematox-

ylin-eosin stain, X200).

Table 2. Time course of the cardiac stimulation

threshold
Items 1984.9.12 1988.3.3 1992.7.8
Pacing mode VVI DDD DDD
Atrial lead (V) 0.7 3.7
Ventricular lead (V) 0.4 0.9 1.0

Measurements were performed at a pulse duration of
0.5 msec. :

i

Fig. 6. Electrocardiogram after a change of pacemaker mode from VVI to DDD
showed both atrial and ventricular pacing rhythms without arrhythmias.
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