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Vankomisininindiikledigiakutanteriyor
STEMI ve kardiyak arrest

Cardiac arrest and acute anterior STEMI induced
by vancomycin infusion

Giris

Vankomisin, dzellikle metisilin rezistan stafilokoklar igin kullanilan
glicli bir anti-mikrobiyal ajandir. Vankomisin “flushing™, kas spazmi ve
miyokart enfarktiisiinii taklit edebilen ciddi kas agrilarina sebep olabilmek-
tedir. Nefrotoksik ve ototoksik yan etkileri olan vankomisinin “red neck”
sendromu gibi dnemli problemlere de neden oldugu bilinmektedir (1).
Vankomisin, 6zellikle hizli infiizyonda ciddi hipotansiyon, sok ve ani kardi-
yak oliimlere sebep olabilmektedir. Literatiirde, vankomisin inflizyonu
sonrasi ani kardiyak ve pulmoner arrest gelistigi bildirilmistir. Ancak van-
komisin inflizyonu sonrasi kardiyak arrest vakalarinin gogu infant ve
yenidogan doneminde olup, eriskinlerdeki vaka sayisi azdir (2, 3). Ayrica
vankomisin infiizyonuna bagh ani kardiyak arrestlerin nedeni tam olarak
aciklanamamugtir. Vaka sunumumuzda, vankomisinin eriskinlerde akut
koroner iskemiyi indiikleyip ani kardiyak arreste neden olabilecegini
vurgulamayi amacladik.

Olgu Sunumu
Uroloji poliklinigine erektil disfonksiyon sikayetiyle basvuran ve

penil protez operasyonu planlanan 42 yasindaki erkek hasta, Uroloji
klinigine operasyon amaciyla yatirildi. Yatiginin 2. giiniinde (operasyon
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gilinii) pre-operatif profilaktik antibiyotik tedavisi olarak vankomisin 400
mg flakon inflizyonu baglanan hastada, infiizyon sirasinda 15. dakika
genel durum bozuklugu, terleme ve gégiis agrisi gelisti. Hastada muhte-
mel alerjik reaksiyon gelistigi diisiiniilerek vankomisin inflizyonu durdu-
rulmasi sonrasi, antihistaminik tedavi uygulandi. Ancak durumunda iyi-
lesme gdriilmeyen, kan basinci 70/50 mmHg, kalp hizi 124/dk olan ve
goglis agnisi siddetlenen hastanin yapilan elektrokardiyografi (EKG)
degerlendirmesinde yaygin anteriyor bdlgede yaklasik 5 mm’lik ST ele-
vasyonu tespit edildi. Akut yaygin anteriyor ST elevasyonlu miyokart
enfarktlisii (STEMI) siiphesi ile hasta acilen koroner anjiyografi {initesi-
ne transfer edilmek istendi. Hastada koroner anjiyografiye transfer
sirasinda ventrikiiler fibrilasyon sonrasi kardiyak arrest gelisti. Hastaya
yaklasik olarak 20 kez defibrilasyon islemi ve 2.5-3 saat resiisitasyon
islemi (uzamig resiisitasyon) uygulandi. Yapilan resisitasyon islemleri-
ne yanit veren ve kan basinci 60/40 mmHg, kalp hizi 146/dk olan hasta
acilen koroner anjiyografi iinitesine transfer edildi. Yapilan koroner
anjiyografide; sol on inen arter (LAD) proksimalinde %99 akut tromboze
lezyon tespit edilen hastaya balon ile predilatasyon sonrasi stent imp-
lantasyonu uygulanip TIMi-3 akim saglandi. Diger koroner damarlari
normal olan hasta koroner yogun bakim takibine alindi. Hemodinamik
olarak stabillesen ve yatisinin 3. giiniinde ekstiibe edilen hasta, yatiginin
15. giiniinde sifa ile taburcu edildi.

Tartisma

Vakamizda, preoperatif profilaktik vankomisin infiizyonu sirasinda
gelisen yaygin anteriyor STEMI ve ani kardiyak arrest gelisimi takdim
edilmigtir. Literatiirde vankomisinin ozellikle hizli infiizyonu sirasinda
asir histamin salinimina baglh negatif inotropi, ciddi hipotansiyon ve
vazodilatasyon gibi olumsuz etkilerinin oldugu bilinmektedir (4-6).
Hastamizin geng yasta olmasi ve herhangi bir kardiyovaskiiler risk fak-
tdriiniin bulunmamasi gok 6nemli bir noktadir. Vakamizda, asiri histamin
salimmina bagh olusan negatif inotropik etki ve hipotansiyonun akut
koroner tromboza neden oldugunu diisiinmekteyiz. Literatiirde vanko-
misin inflizyonu sonrasi akut STEMI gelistigi bildirilmemistir. Literatiirde,
vankomisin inflizyonlarina baglh bildirilen kardiyak dliim vakalarinin
muhtemel nedenlerinden birinin vakamizda oldugu gibi akut koroner
tromboz olabilecedi unutulmamaldir. Vankomisin inflizyonuna bagh
geligen alerjik reaksiyonlara ek olarak, akut koroner olaylar agisindan
da dikkatli olunmasi gerekmektedir.

Sonug

Vankomisinin hizli infiizyonu asiri histamin desarjina bagh olarak
akut koroner tromboz olusumunu saglayarak, ani kardiyak arreste
neden olabilmektedir. Literatiirde bahsedilen vankomisin inflizyonuna
bagh kardiyak 6liimlerin muhtemel nedeni akut koroner iskemi olabilir.
Bu nedenlerle pre-operatif antibiyotik profilaksilerinde vankomisinin
daha dikkatli kullanimi ve kullanilacak ise oldukga yavas infiize edilme-
si dnerilmelidir.
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A 13-year-old boy with a short QT
interval

Onii¢ yasindaki bir erkek ¢ocukta saptanan kisa QT
intervali

Introduction

Short QT interval syndrome (SQTS) is a familial clinical-electrocar-
diographic disorder that was first described by Gussak et al. (1) in 2000.
A definitive link between SQTS and familial SCS was described by Gaita
et al. (2) in 2003. The electrocardiogram (ECG) is characterized by an
abnormally short QT interval, typically less than 320 ms with tall-
peaked, narrow, symmetrical T waves. The diagnosis of SQTS can be
made when the characteristic ECG findings are present, and it should
be suspected in the presence of a family history of SCD, unexplained
syncope or ventricular fibrillation. We report a case with a very short
QT interval (300 ms) without any history of major cardiac events.

Case Report

A 13- year-old boy was admitted to our department because of
repetitive chest pain. His pain was not associated with palpitation,
exercise, syncope or pre-syncope. ECG showed a sinus rhythm at 62
bpm with a QT interval of 280 ms, QTc interval of 300 ms and morpho-
logically abnormal T-waves that were symmetric, tall, and narrow with
an absent ST segment (Fig. 1). The chest X-ray was normal.
Echocardiography showed a small septum secundum atrial defect. The
biochemical markers were within normal limits. A 24-hour Holter
recording revealed an underlying sinus rhythm, with heart rates
between 48 to 153 bpm and no ventricular ectopy. A treadmill exercise
test was normal. The electrophysiological study revealed normal atrial
and ventricular effective refractory periods (230 ms and 170 ms respec-
tively) without any inducible fibrillations. Although the family history
was susceptible for sudden cardiac death, he was free of arrhythmia
symptoms and denied any syncope or presyncope episodes. His mater-
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Figure 1. ECG with short QT interval (QTc=300 ms) and tall peaked T waves

ECG - electrocardiogram

nal uncle had died suddenly at the age of 28 years with a possible
diagnosis of myocardial infarction but any record of ECG was not pres-
ent and history of symptoms of arrhythmia had not been learned. Family
screening with ECGs revealed that his mother, father and sister had
T-waves that were morphologically identical to his, with tall, symmetric,
peaked T-waves. His mother’s QT interval was 320 ms. However, the QT
intervals of his father and sister ranged from 360 to 400 ms. All of them
were clinically asymptomatic. In light of this history, this case was pro-
visionally diagnosed as short QT interval rather than SQTS, and the
patient has not yet been treated with any medication.

Discussion

Short QT syndrome is a rare form of hereditary channelopathy with
an abnormally short QT interval and a high propensity to atrial and
ventricular fibrillation. The genetic inheritance pattern is autosomal-
dominant with a positive family history of sudden cardiac death. To
date, three principal genetic mutations in different potassium ion chan-
nels and two mutations in the L-type calcium channel have been linked
to the syndrome (3, 4). If a patient has a short QT interval, positive
genetic testing will be able to confirm the diagnosis. However, genetic
testing could not be performed in our case.

SQTS has been described in a limited number of patients. Initially, a
diagnosis of SQTS was considered only in patients with a QT interval of
300 milliseconds or less, but later a similar clinical picture was observed
in some people with slightly longer QT intervals. In published reports of
patients with SQTS, the duration of the QT interval has been reported to
be between 210 and 340 milliseconds. Recent epidemiological studies
have shown no cases of QTc<330 ms among 12.012 healthy subjects (5),
no cases of QTc<350 ms among 19.153 healthy subjects (6) and only 11
cases of QTc<320 ms and 43 cases of QTc<340 ms in a middle-aged
Finnish population of 10.822 (7). As reported by Gaita et al. (2), the dis-
ease may be underestimated to date because no reports have related a
short QT interval to malignant arrhythmias; hence, sudden death may be
the first clinical manifestation in otherwise healthy subjects, thus pre-
venting ECG observation.

In recent years, a QTc less than 320 milliseconds has been definitely
accepted as abnormal in the general population; however, Anttonen
et al. (7) have reported that a short QT interval was not associated with
life-threatening cardiac events. This lack of association between an
abnormally shortened QTc interval and cardiac events has been con-
firmed by another study from Japan (8). Consequently, the short QT inter-
val in SQTS seems to be a phenotypic expression lacking an association
with arrhythmia risk, as suggested by Couderec and Coeli (9).
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