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Abstract

A 72-year-old man presented with apical hypertrophic cardiomyopathy followed by midventricular
obstruction and apical aneurysm. Doppler echocardiography revealed an abnormal blood flow from the
apical aneurysm to the left ventricular outflow through the obstructive lesion during diastole. Myocardial
perfusion scintigraphy showed no ischemic change in the apex.

This case suggests that apical aneurysm may not be caused by ischemia, although previous reports
showed ischemic degeneration or fibrosis may be a cause of an apical aneurysm.
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“}L\/\ plexes and T waves were less in

V6 1994 (right) than in 1986 (left) .

Fig. 2 Serial changes of echocardiograms from the apical approach
Left: In 1989, the echocardiogram shows apical hypertrophy, but no aneurysmal formation.
Right: In 1994, the apical chamber is separated from the left ventricular outflow by hypertrophic myocardi-
um (ar rows ) .
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Fig. 3 Color Doppler and continuous wave Doppler images taken in 1994
Left: Color Doppler image taken in early diastole showing abnormal flow between the apical aneurysm and
the left ventricular outflow (arrow) . In early diastole, abnormal flow passes from the apical aneurysm to the
left ventricular outflow through the obstructive lesion. Reverse flow following the abnormal flow occurs in
enddiastole.

Right: Continuous wave Doppler image showing a brief early systolic flow from the apex to the base, early
diastolic flow from the apex to the base (peak velocity 1.68 m/sec, duration 404 msec) and late diastolic flow
from the base to the apex (peak velocity 2.59 m/sec, duration 233 msec) .
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Table 1 Incidence of apical aneurysm in patients with hypertrophic cardiomyopathy (HCM)
Authors Year Type No. of patients No. of aneurysms Incidence (%)
Barbaresi et al'” 1985 HCM 160 3 2
Fighali et al'¥ 1987 HCM 62 2 3
Kusukawa et al'®) 1988 AHC 13 1 8
Webb et al” 1990 AHC 26 1 4
Nakamura et al ¥ 1990 HCM 196 24 12
Ishiwata et al'® 1991 HCM 82 4 5
AHC =apical hypertrophic cardiomyopathy.
Table 2 Incidence of paradoxical flow in patients with HCM
Authors Year Type No. of patients Case of paradoxical flow Incidence (%)
Zoghbi et al® 1988 AHC 60 3 5
Nakamura ef al ' 1992 HCM 198 20 10
Abbreviations as in Table 1.
Stress REBS I D FE AR 12D\ T Fighali 51 (3,
%kbf@m%bﬁtléb§¢%®%%ﬁﬁwb%
e LEPHRMICEREIEL, LRELEZENE
A5 2 EIHVLREBLHDOEE - HEHIHETL,
UDHPERELOEBEZRERTAEL TS, T2
Rest Nakamura 5 '3 (3 BRI B AL R, (S~
DIEMRIERT, B L UEEMICHE CHERREED
MEERAZZETTVWS, La—Ho&8 LY, &fF
OV THLREERAEAT LHAES B L 720512
BB AR LN e 0o, FROEFIE 2 Sbhi:.
L LD Y T 7T 7 4 — CIlEBIE, i
Sagittal Coronal Transaxis & DR RIED  {, OEGED P Te-MIBI D HL Y A A

Fig. 4 Technetium-99m methoxy-isobutyl isonitrile
scintigram
Upper: Stress image. Lower: Rest image.
Left, middle and right panels show sagittal, coronal and
transaxial tomograms, respectively. The stress and rest
images show no perfusion defect. The *™Tc-MIBI
uptake around the apex is rather increased.
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