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Introduction

The gold-standard treatment of symptomatic aortic stenosis (AS) is 
surgical aortic-valve replacement (SAVR); however, many patients 
owing to high operative risks are not candidates for this treatment (1). 
Hence, transcatheter aortic-valve implantation (TAVI) was introduced 
to be an alternative modality to SAVR. Because of older patient popula-
tion and structural heart disease, TAVI patients may have proarrhythmic 
tendencies related to electrolyte imbalances and drug-drug interac-
tions. Among patients with pacemakers, implantable cardioverter-defi-
brillators (ICD), and cardiac resynchronization therapy (CRT) receivers, 
the proarrhythmic effect of pacing was described earlier (2-4). Torsades 
de pointes (TdP) is a polymorphic ventricular tachycardia in the setting 
of a prolonged QTc interval (5); however, pacing related episodes and 
triggered activity related TdP in AS patients were cited in several 
reports (2-4, 6, 7). This report describes a 78-year-old patient being VVI 
paced, who experienced a short-long-short sequence-induced TdP 
without QT prolongation in intensive care unit after TAVI.

Case Report

Seventy-eight-year-old female was admitted to the hospital with 
progressive dyspnea. She underwent pacemaker implantation two 
months ago because of an intermittent third-degree atrioventricular 
block. The initial transthoracic echocardiography (TTE) revealed severe 
AS (mean gradient, 50 mm Hg; aortic-valve area, 0.8 cm2) and mild aortic 
regurgitation with normal ejection fraction (65%). The heart team 
decided to perform TAVI via a trans-femoral approach utilizing a 29-mm 
CoreValve (Medtronic, Minneapolis, MN) successfully 3 days after 
coronary intervention. Post-procedural TTE showed a well-functioning 
bioprosthetic valve and mild aortic insufficiency.

On the post-procedural third day, ventricular extrasystoles (VES) 
with short-long-short sequences and non-sustained ventricular tachy-
cardia (VT) with right bundle branch block pattern (RBBB) were seen on 
the monitor (Fig. 1). The patient later experienced TdP (Fig. 2). Following 
300 J defibrillation, regular rhythm was maintained. There was no QT 
prolongation (QT=420 milliseconds) and pacemaker malfunction, and 
her electrolytes were within normal limits. She had no ischemic symp-
toms or electrocardiogram (ECG) abnormalities. Although we increased 
pacemaker basic rate to 80 beat/minute, because of the absence of a 
conclusive cause of TdP, the heart team decided to upgrade the pace-
maker to a dual chamber pacemaker–defibrillator (DDD-ICD) as it 
would be safer for the patient. The patient was discharged from the 
hospital after 2 days of ICD implantation with good clinical condition.

Discussion

In the elderly population, AS is a common medical problem. 
Patients with severe symptomatic AS with high risk profile are candi-

dates for TAVI and tend to be older than those who undergo SAVR. 
Therefore, they may be more susceptible to arrhythmias. Not only treat-
ing the underlying heart condition, but also the post-procedural care of 
the older patients and managing the complications may be important for 
the outcome.

Most common arrhythmias are bradycardia and atrioventricular 
block after TAVI, and it has been shown that approximately every 7th 
patient undergoing TAVI requires a permanent pacemaker after the 
procedure (8). Tachycardia is unusual and there are a few case 
reports presenting VT after TAVI procedure in the literature (9, 10). 
However, our case is the first one presenting TdP after TAVI. In our 
case, the origin of VES and VT were most probably the left ventricular 
outflow tract (LVOT) because of RBBB morphology in ECG. Patient 
underwent pacemaker implantation two months before TAVI. Before 
pacemaker implantation, the rate of the idioventricular rhythm was 
30/minute, and QT was 470 milliseconds. In our case, after pacemaker 
implantation, the measured QT interval was 420 milliseconds at a rate 
of 65 beats/minute; however, the right ventricular apex pacing could 
disguise left ventricular electrical remodeling as well as QT prolonga-
tion, which may enhance the susceptibility for arrhythmias in such 
patients.

Furthermore, in AS patients, hypertrophic myocardium may gener-
ate the substrate for arrhythmias via triggered activity (6). Vos et al. (7) 
showed that six weeks after creating a complete AV block in the dog 
leads to electrical remodeling due to the altered electrophysiological 
properties of the hypertrophic myocardium and subsequently an 

Figure 1. Morphology of ventricular extra-systoles and ventricular 
tachycardia indicate the origin of arrhythmia from left ventricular 
outflow tract

Figure 2. a-c. Short-long-short sequence (a, b). Torsade de pointes (c)
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arrhythmogenic susceptibility. Short-long-short sequences that led to 
TdP may have been the manifestation of triggered activity in our case. 
Therefore, we performed DDD-ICD implantation for the prevention of 
sudden cardiac death.

Conclusion

In this case, we emphasize the precise care of post-procedural 
TAVI patients. They are older and fragile; therefore, may be the candi-
dates for arrhythmias. Despite the treatment of severe AS with either 
TAVI or surgery, a tendency toward arrhythmia may remain as the 
reverse remodeling process continues. Even after a successful inter-
vention, an unexpected death can occur due to malignant arrhyth-
mias.
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Introduction

Among the Elizabethkingia species, E. meningosepticum is the most 
pathogenic member of genus. As primarily opportunistic pathogens, 
they majorly cause meningitis in premature and newborn infants and 
rarely cause pneumonia, endocarditis, and meningitis in immunocom-
promised adults (1). Here we describe an adult patient with an E. 
meningosepticum endocarditis who had no underlying diseases. To the 
best of our knowledge, this is the first documented case of this type in 
China.

Case Report

A 66-year-old man was admitted to the emergency department of 
our hospital with heart failure, respiratory failure, renal failure, and 
bilateral pleural effusion. He had been admitted in another hospital due 
to fever and chest pain 2 days before. The patient was referred to our 
hospital because he had chest distress, shortness of breath, and could 
not lie on his back. He had no history of hypertension or diabetes. At the 
time of admission, he had a temperature of 37.2°C, BP of 131/47 mm Hg, 
pulse of 105 beats/min, and respiratory rate of 36 breaths/min. 
Hemogram showed WBC count of 18.9×109 cells/L with 83% neutrophils. 
The levels of TNT, blood urea, creatinine, LDH, CysC, ProBNP, and 
d-dimer were 0.175 ng/mL, 20.17 mmol/L, 159.0 μmol/L, 378.0 U/L, 2.39 
mg/L, 31386.7 pg/mL, and 0.6 μg/mL, respectively. HIV, HBsAg, and HCV 
ELISA showed negative results. Echocardiography revealed left ven-
tricular enlargement, decreased cardiac function, aortic valve pro-
lapse, moderate aortic insufficiency, mild to moderate mitral regurgita-
tion, and trace of pericardial effusion. He was administered symptom-
atic treatment and etapenem due to the probable lower respiratory 
tract infection.

The blood cultures grew Gram-negative bacilli after 28 of incubation 
at 37°C on the third day after admission. The Gram-negative rod was 
nonmotile and catalase- and oxidase-positive. Consequently, it was 
identified as E. meningosepticum using VITEK2 Gram-negative identifi-
cation card (bioMerieux) because was sensitive to piperacillin-tazo-
bactam, imipenem, meropenem, levofloxacin, minocycline, cefepime, 
piperacillin, ceoperazone-sulbactam, ticarcillin-clavulanic acid, vanco-
mycin, teicoplanin, and rifampicin and resistant to aztreonam, ceftazi-
dime, gentamicin, and amikacin. Vegetative culture was also positive 
for E. meningosepticum. It had the same resistance phenotype with that 
organism isolated from blood. The sputum culture showed normal flora.

The patient was treated on the lines of acute bacterial endocarditis 
with injections of Vancomycin 1 g/12 h intravenously initially; the dose 
was reduced to 0.5 g/week later as the patient became afebrile and his 
subsequent blood cultures were sterile. Aortic valve replacement and 
intracardiac aortic sinus aneurysm repair surgery was then performed. 
However, 11 days later he developed Acinetobacter baumannii sep-
temia and cardiac arrest and died despite resuscitative measures.
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