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H50 d 35Hz RFEINIE:6chx2

Fig. 1 ECG before introducing our hospital.
Under oral administration of PHT 200 mg, ZNS 300 mg, LEV 2,000 mg, SSRI, Sulpiride: No obvious ECG abnormal findings.

10. 00mm/mV 25. Omm/s H50 d 150Hz AR : 6chx2 10. 00mm/mV_25. Omm/s H50 d 150Hz

Fig. 2 ECG on admission due to post ictal state.
QTc 503 ms (>440 ms) : Long QT is confirmed.
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Fig. 3 ECG during sudden change.

VT—asystole.

Fig. 4 ECG the day after return of spontaneous circulation.

Coved type ST elevation is confirmed at V1-V2. Predisposition to Brugada syndrome is suspected.
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10. 00mm/mV 25. Omm/s H50 d 150Hz

Fig. 5 ECG after drug discontinuation, 10 days after admission.
QTc 427 ms (<440 ms): Improved Long QT is confirmed.
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Fig. 6 Possible pathomechanism of lethal ECG pattern.

Out patient ECG should have been considered to avoid long QT syndrome. The effects of Na channel

blockers on ECG, such as the emergence of Brugada ECG, should have been considered.
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Abstract

A case of cardiac arrest due to the appearance
of Brugada-type electrocardiogram during epilepsy treatment

Satoru Miyao, M.D.", Yuichi Kubota, M.D., Ph.D.?, Naoto Nagino, M.D.?, Satoshi Egawa, M.D.?,
Hidetoshi Nakamoto, M.D.?, Satoko Fukuchi, M.T.Y and Takakazu Kawamata, M.D., Ph.D.?

D Department of Epilepsy Center, TMG Asaka Medical Center
2 Department of Neurosurgery, Tokyo Women’s Medical University

The appearance of arrhythmias in epilepsy practice can lead to sudden death. This time, we experienced a case of
cardiac arrest caused by lethal arrhythmia and resuscitation, and captured changes in the electrocardiogram over time

from outpatient, before and after sudden change, after resuscitation, to convalescent period. QT prolongation and

Brugada-type waveforms were confirmed in the changes over time in the electrocardiogram. Focusing on the importance
of recognizing the pharmacological and pharmacokinetic interactions with Na channel blockers and psychotropic drugs
that may induce electrocardiographic changes, we emphasized the importance of electrocardiogram in epilepsy

treatment.
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