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Clinical Experience for a Patient with Long QT Syndrome

—A case report—

Tae Kyu Park, M.D. and Jung Koo Lee, M.D.

Department of Anesthesiology, Keimyung University School of Medicine, Tacgu, Korea

Stellate ganglion block is most commonly used in pain clinic because it is an easy procedure and
it has broad indications reported that Angina pectoris, tachyarrhythmia and long QT syndrome (LQTS)

are indicated.

LQTS is a disorder of the abnormalities of cardiac sympathetic innervation and of myocardial
repolarization. LQTS is characterized by marked prolongation of the QT interval, often manifestating
as syncope, seizures, or sudden death due to polymorphic ventricular tachyarthythmia known as torsades

de pointes.

Treatment of symptomatic patients usually begin with beta blocker. The elective treatment of LQTS
patients unresponsive to beta blocker is the left cardiac sympathetic denervation.
We report a case of LQTS patient who had received stellate ganglion block.
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Table 1. Thoracic Electrical Bioimpedence

At F
bt A
5% 108 30%
(bea[:/{min) 33 58 57 60
MAP
(mmHg) 68 68 69 73
Cl
(L/min/m?) 30 3.0 29 31
SVRI
(dyne - sec/cms . mz) 1910 1900 1890 1950
EDI

(@ljmd) 81 82 83 85
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Table 2. Diagnostic Criteria in LQTS

Diagnostic criteria in LQTS Points

ECG
QTc
0.48 sec
0.46~0.47 sec
0.45 (male) sec
Torsades de pointes
T wave alternans
Notched T wave in 3 leads
Low heart rate for age 0.5
Clinical history
Syncope with stress 2
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without stress 1
Congenital deafness 0.5
Family history
Family members with definite LQTS 1
Unexplained sudden cardiac death below age 30 0.5
among immediate family members

Scoring: <1 point=low probability of LQTS; 2 to 3
points=intermediate probability of LQTS; >4 points=high
probability of LQTS
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