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Summary

Giant negative T (GNT) and negative U (NU) waves are electrocardiographic findings which have
been frequently observed in hypertrophic cardiomyopathy (HCM). Here we report 2 cases. For the
first patient, electrocardiographic and left ventriculographic studies before and after the development
of GNT and NU waves and left ventricular high voltage during the follow-up period were per-
formed. For the second patient, electrocardiographic and echocardiographic findings were obtained
before and after onset of posterior myocardial infarction,

In the first patient, posterior papillary muscle hypertrophy was evident on left ventriculo-
graphy after appearance of GNT and NU waves. In the second patient, both GNT and NU waves
disappeared after posterior myocardial infarction. Two-dimensional echocardiograms demonstrated
akinesis in the posterior wall, including the posterior papillary muscle, after 8 weeks of posterior in-
farction.

Therefore, we suggest that apical hypertrophy, especially of the posterior papillary muscle, may
play an important role in the pathogenesis of GNT and NU waves in HCM.
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Fig. 1. Electrocardiograms before (left) and after (right) development of GNT and NU waves

and left ventricular high voltage (Case 1).

— 272 —



JERTULAFHAREIC F51F B FERBEME T 9 - Batk U gk opkA

1983 August 1987 February

KAUASAKI MEDICAL SCHOC
ID.1688~1-87 8.KIDA_

7 S S
7T el T
Fig. 2. Two-dimensional echocardiograms before (left) and after (right) GNT and NU waves
(Case 1).

Hypertrophy of the apex including the posterior papillary muscle became evident.
ED=end diastole; ES=end systole.

Fig. 3. Left ventriculograms before (left) and after (righty GNT and NU waves (Case 1).
Apical hypertrophy, especially of the posterior papillary muscle, is evident in the right panels.
Abbreviations : see Fig. 2.
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Fig.4. Electrocardiograms before (A) and after (B,C) the onset of myocardial infarction (Case 2).
A) Left ventricular high voltage with negative T and U waves was noted.
B) ST elevation in II, ITI, aVF with marked ST depression in V, 3 was observed immediately after
posterior myocardial infarction.
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Fig.5. M-mode echocardiograms before (top) and
after (bottom) myocardial infarction (Case 2).

Posterior wall motion decreased 8 weeks after pos-
terior myocardial infarction.
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Fig. 6. Two-dimensional echocardiograms after posterior infarction (Case 2) (long-axis and
short-axis views).

Akinesis was observed in the posterior wall including posterior papillary muscle.
Abbreviations : see Fig. 2.
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Fig. 6. (cont'd): Four-chamber and two-chamber views.
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