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Summary

To determine whether a change in the size of a scintigraphic perfusion defect is of prognostic
significance in dilated cardiomyopathy (DCM), we performed thallium-201 myocardial scintigraphy
twice for each of 13 patients with mean intervals of 45+18 months. Seven patients showed clinical
deterioration (Group D) during the follow-up period of 58422 months; whereas, 6 patients im-
proved clinically as well as echocardiographically (LVDd<5.5cm and %FS$=20%) (Group I).

1. The initial scintigraphy showed that 3 patients had large defects (LD), 2 had multiple
small defects (MSD) and 2 had no defects (NL) in Group D. Among 6 patients in Group I, one
had LD, 3 had MSD and 2 had NL.

2. The second scintigraphy showed that in 5 patients in Group D, the defects were progressively
enlarged and in the remaining 2 who had no defects at the initial scintigraphy, new defects
developed (MSD). Among 6 patients in Group I, no patient had enlargement of defects. In 4 patients
with defects (1ILD, 3MSD), the sizes in their defects reduced.

3. At the initial study, all 7 patients in Group D fitted NYHA functional class III-1V;
while, in Group I, 4 of the 6 patients fitted class III-IV and 2 patients class II. In the second
study, all 7 patients in Group D remained in class III-IV ; whereas, all 6 patients in Group I fitted
class I-1I. Five of the 7 patients in Group D died of heart failure after the second study.

4. At the initial study, there were no significant differences in echocardiographic LVDd (D ;
6.4+0.3cm, I; 6.2+0.6cm) or %FS (D; 12+6%, I; 14£3%) between the 2 groups. In the second
study, echocardiography showed that LVDd (6.8+0.6 cm) and %FS (11+4%) remained unchanged
in Group D. In Group I, LVDd was significantly smaller (4.9+£0.2cm) and %FS (27+£8%) was
better than those in Group D (p<0.01).
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5. There were no significant hemodynamic differences between the patients in Groups D

and I at the initial study.

In conclusion, progressive enlargement of scintigraphic perfusion defects in DCM is an im-
portant prognostic sign in DCM patients with poor outcomes.
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Fig. 1. Classification of scintigraphic perfusion defects and clinical outcomes.
LD=large defects; MSD=multiple small defects; NL=no defect.

Initial Second

study  study
LD 4 3
mMSD| 5 6
NL | 4 4

LD

MSD

NL

Initial Second

study  study
4 5 |Enlarged defects
5 2 |New defects
q 6 |Reduced defects

Fig. 2. Changes of perfusion defects at the second scintigraphic study.

Abrreviations as in Fig. 1.
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PIELF Y v F 275 2T LRk (large
defects: LD) 4 # - /N x $#4 (multiple
small defects : MSD) 5 # - &#8# 72 L (normal:
NL) 4 flcdh -7 (Fig. 1). BRY v F 77 AT
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Fig. 3. NYHA functional classifications of the 2 groups at the initial and second studies.

NYHA=New York Heart Association.
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3. xza-—Epre (Figs. 4, 5)

#EREo LVDd 3E(bEE 6.4+0.3 cm - B3
#6.2+0.6 cm, LVDs 3£ 4 5.7+0.6cm - 5.3+
0.6 cm, %FS 344~ 12+6% - 14+3% Tdh b,
WFh b MEMCAEREE2RD AP o, —F,
BiREFo LVDd i3, E({L# 6.8+0.6 cm - BEa
49+0.2cm, LVDs {34 4 6.0+0.6cm - 3.6+
0.4cm, %FS 3% 4 11+4% - 27+8% L\
hbBETHEROHEL R L (p<0.01).
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Fig. 4. Echocardiographic findings of the 2 groups at the initial and second studies.
LVDd=left ventricular diastolic dimension; LVDs=left ventricular systolic dimension.
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Fig. 5. Fractional shortening (%FS) of the 2 groups at the initial and second studies.
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Fig. 6. Scintigraphic illustrations.
A (left) : A 55-year-old man with deterioration of defect.
B (right) : A 70-year-old man with improvement of defect.

Table 1. Hemodynamic data

Deteriorated Improved
group group p
LVEDP(mmHg) 15+6 13+6 ns
CI(//min/m?) 2.6+0.5 2.4+0.8 ns
EF(%) 29+10 31+11 ns

ClI=cardiac index ; EF =ejection fraction; LVEDP
=left ventricular end-diastolic pressure.
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