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Fig. 1 Exercise electrocardiograms before and after
percutaneous transluminal coronary angio-
plasty (PTCA). ST depression on leads II, III
and aVF during symptom-limited maximal
exercise was detected before PTCA and dis-
appeared after PTCA.

27 % 7 5 (1990)

I o bz, AR LT 2 — 5 FKEHA
HiskBR i, OEM L L aVe 8T, FHA
STIETFTHE IO T FkfL & @z (Fig. 1 ££). L

CAG

Pre PTCA

PTCA

Post PTCA

Fig. 2 Coronary angiograms before, during and after
PTCA.

PTCA §ij LVG: RAO view

K.Y.

Fig. 3 RAO-view left ventriculograms at end-diastole (left) and atJend-systole (right)
before PTCA. Inferior myocardial regions on which TI-201 defects were demon-
strated in exercise T1-201 SPECT showed normal wall motion,
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TI-201: before PTCA
Shrot-Axis Vertical Long-Axis

K.Y.

Fig. 4 Exercise/redistribution thallium-201 myocardial
tomograms before PTCA (left: short-axis view,
right: vertical long-axis view).

T o —[ T, B OBEE ORI (PFE 13 mm,
#%BE 13 mm) 2723, OERER X OBSES)IX
EH TOMEELRET I RE o,
$ih £ fof T1-201 .05 SPECT (AL 2 5 ¢ 2 f:44E]
R v < # 2 5 RC-150DT =T, 180° [A]#% ¢
32051 & 0 30D RRIGR L, RItEZEY T — ¥
JuERSE TR (HARP 1) % o C Wi 4 2 FEREAR) ©
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ARED HAL, 3 O BIIR T RRIRALICASE
ELENMBFR D Sz (Fig. 4, M & E). L
Tohs o TIRTREROLE, ARICX DO A5
BTz LR ani. HNT, DY 7 —F
WAREE & WiAT L 7. EERER <i1x, Fig. 2 LB
IR Le & Dig, BEBIIREALEIC 9% BE s

Fig. 6 1-123 MIBG myocardial tomograms imaged
15 minutes after and 4 hours after an intra-
venous injection of I-123 MIBG. Marked
defects were demonstrated on the inferior myo-
cardial regions in the initial images and were
also extensively demonstrated in the delayed
images.

TI-201: post PTCA
Short-Axis

Vertical Long-Axis

K.Y.

Fig. 5 Exercise/redistribution thallium-201 myocardial
tomograms after PTCA (left: short-axis view,
right: vertical long-axis view). In both initial
exercise and delayed redistribution tomograms,
defects were not demonstrated.

1-123 MIBG
15 minutes

Short-Axis Vertical Long-Axis

4 hours

Short-Axis Vertical Long-Axis

Fig. 6 K.Y.
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Summary

Myocardial Adrenergic Derangement due to Myocardial Ischemia:
Decreased Myocardial Uptake of 1-123 Metaiodobenzylguanidine
after PTCA in a Patient with Effort Angina

Takakazu MorozuMI*, Yoshio ISHIDA*, Akihiro TANI*, Jun TANOUCHI*,
Masatsugu HorI*, Akira KITABATAKE*, Takenobu KAMADA*,
Kazufumi KIMURA**, Yukio NAKAMURA*** and Takahiro KozUKA***

*The First Department of Medicine, ** Biomedical Education Center, *** Department of Radiology,
Osaka University Medical School

Regional denervation of adrenergic nerves has
been clinically demonstrated in patients with myo-
cardial infarction using I-123 metaiodobenzyl-
guanidine (MIBG) scintigraphy. However, it is not
clarified whether adrenergic denervation can be in-
duced by prolonged myocardial ischemia as well
as by myocardial infarction.

This case with effort angina had 99% stenosis
of right coronary artery and showed perfusion
defects at inferior myocardial regions in the exer-
cise thallium-201 study. However, inferior wall
motion estimated by echocardiography and left
ventriculography was normal indicating the ab-
sence of myocardial infarction. After percutaneous
transluminal coronary angioplasty for the

stenosis, 1-123 metaiodobenzylguanidine (MIBG)
and thallium-201 (TI-201) myocardial scintigra-
phies were done to estimate the therapeutic
effect of PTCA. Although the TI-201 study during
exercise showed normal findings indicating the
success of PTCA, marked defects was detected at
inferior myocardial regions in the I-123 MIBG
studies just after and 4 hours after an intravenous
injection of I-123 MIBG.

These results suggest that adrenergic derange-
ment may be induced by prolonged myocardial
ischemia and may persist for periods even though
myocardial perfusion is normalized.

Key words: I-123 metaiodobenzylguanidine,
Adrenergic Denervation, Myocardial Ischemia.
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