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A case of complete heart block induced by octreotide

Oktreotid ile indliklenen bir tam kalp blogu olgusu

To the Editor,

Acute variceal bleeding is one of the major compli-
cations of portal hypertension in cirrhotic pati-
ents. The current recommended hemostatic treat-
ment of variceal bleeding is to start a vasoactive
drug from admission or upon the patient’s transfer
to the hospital and associated endoscopic therapy
at the time of diagnostic endoscopy (1). The com-
bination of sclerotherapy and octreotide infusion
has been advocated in some studies (2). However,
it may have effects on cardiac conduction (3).

A 53-year-old female was admitted to our hospital
due to overt hematemesis. She had been under
treatment for cirrhosis associated with hepatitis B
for 26 months. Blood pressure, pulse rate, and he-
matocrit (Htc) were 80/60 mmHg, 85/min and
32.4%, respectively. After an intravenous bolus of
50 mcg octreotide, 50 mcg/hr octreotide infusion
was started. Bradycardia (heart rate 32 bpm) and
hypotension (70/40 mmHg) developed at the 60"
hour of octreotide infusion. The electrocardiog-
raphy revealed complete atrioventricular (AV)
block (Figure 1A). Although heart rate and blood
pressure improved after atropine administration
and saline infusion (45-50 bpm), AV block failed to
resolve. The patient was monitored, and since he-
modynamics were stable, we did not proceed with
pacing. Electrolytes were within normal limits.
Transthoracic echocardiography was normal. An-
giography was performed to eliminate underlying
ischemic heart disease but coronary arteries were
normal. Six days after cessation of octreotide infu-
sion, the patient was out of complete AV block and
in normal sinus rhythm (Figure 1B).

Mild bradycardia has been described after octre-
otide administration, though not frequent (4). In a
small series of patients with acromegaly receiving
octreotide subcutaneously, the mean heart rate
decreased, and the mean systemic vascular resis-
tance increased (5).

Dilger et al. (3) reported an octreotide-induced
third-degree heart block during surgical resection
of a carcinoid tumor after a large bolus adminis-
tration. Herrington et al. (4) described a patient
who was receiving octreotide subcutaneously and
developed bradycardia (38 bpm) without heart
block. In several other reports, octreotide adminis-
tration did not consistently demonstrate a reducti-
on in heart rate (6).
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Figure 1. (A) The ECG revealed complete AV block (B) The
ECG in normal sinus rhytm
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Letters to the editor

The mechanisms of octreotide-induced bradycardi-
a are still not known. Octreotide increases syste-
mic vascular resistance, and bradycardia may be a
baroreceptor-induced reflexive response to an in-
crease in the systemic blood pressure (7). Howe-
ver, bradycardia developed at the 60™ hour of infu-
sion of octreotide in our case. Therefore, a direct
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action of octreotide is more likely than a reflexive
response.

In conclusion, intravenous administration of oc-
treotide may cause significant bradycardia and
cardiac conduction defects. Therefore, electrocar-
diographic monitoring is advisable while octreoti-
de is administered.

5. Chanson P, Timsit J, Masquet C, et al. Cardiovascular ef-
fects of the somatostatin analog octreotide in acromegaly.
Ann Intern Med 1990; 113: 921-5.

6. Eriksson LS, Brundin T, Soderlund C, Wahren J. Hae-
modynamic effects of a long-acting somatostatin analogue
in patients with liver cirrhosis. Scand J Gastroenterol
1987; 22: 919-25.

7. McCormick PA, Chin J, Greenslade L, et al. Cardiovascu-
lar effects of octreotide in patients with hepatic cirrhosis.
Hepatology 1995; 21: 1255-60.

Mustafa TUNCER_T, o
Hasan Ali GUMRUKCUOGLU', Rafet METE?,
Yilmaz GUNES', Unal GUNTEKIN"

Departments of 'Cardiology and *Gastroenterology, Yiiziincii
Yil University, School of Medicine, Van

Fatal hepatitis B reactivation in an immune patient after

anti-leukemic chemotherapy

Bagisik olan bir hastada anti-losemik tedavi sonrasi 6lumcul hepatit B reaktivasyonu

To the Editor,

A 62-year-old female admitted to the outpatient
clinic with gum bleeding in April 2007. Pancytope-
nia was detected. Bone marrow aspiration and
flow cytometric analysis revealed acute promye-
locytic leukemia. Her hepatitis B markers were as
follows: HBsAg(-), anti-HBs(+) and anti-HBc
IgG(+). Remission induction and consolidation
chemotherapy (idarubicin + cytosine arabinoside
and all-trans retinoic acid) was started and remis-

sion was achieved. In September 2007, she comp-
lained of weakness and nausea. Her chemothera-
peutic agents were ceased. Moderate pancytopeni-
a developed with marked elevation in liver functi-
on tests. Admission laboratory tests were as fol-
lows: ALT: 1748 TU/L, AST: 1598 IU/L, total bili-
rubin: 3.87 mg/dl, direct bilirubin: 1.6 mg/dl, ALP:
634 IU/L, GGT: 145 IU/L, albumin: 3 g/dl, interna-
tional normalized ratio (INR): 1.16, HBsAg(+), an-
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