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is more apt to be a mono-microbial infection and less
likely to be a mixed anaerobic-aerobic.4 The isolation of
P. acnes from the CSF concurrently with clinical manifes-
tation of disease should not be routinely dismissed as a
contaminant and the possibility of its underdiagnosis
needs greater awareness of the possible role of anaerobes
as aetiological agents in meningitis.

Chloramphenicol therapy was quite effective because
of its excellent CSF penetrations. It is also regarded as one
of the drugs ofchoice in anaerobic infections especially of
central nervous system which are not yet defined bacterio-
logically.4
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Syncope caused by ranitidine-induced increase in
A-V block

Sir,
The H2-blockers used widely in the treatment of peptic
ulcer disease have a good safety profile. However, they
rarely produce serious cardiac side effects including
bradycardia, asystole, ventricular and atrial arrhythmias,
prolonged Q-T interval and hypotension.'-5 A case of
syncope caused by ranitidine-induced increase in atrio-
ventricular block is described here.
An 81 year old male was admitted for prostatectomy. A

routine preoperative electrocardiogram (ECG) revealed
atrial flutter with ventricular rate of 50/minute. He had
experienced no symptoms from atrial flutter but on
systemic inquiry gave a vague history of passing dark
stools. He was haemodynamically stable and the blood
count, blood urea, electrolytes, glucose and thyroid
stimulating hormone were all normal.
The operation was postponed and he was discharged

home on ranitidine 300 mg at night in addition to his
usual medication. Three months later he was admitted to
another hospital with a history of fall. The diagnoses were

'accidental fall and atrial flutter'. He was discharged
home on his usual insulin, bronchodilator and 150 mg a
day of ranitidine.

Five months later, he was admitted to our unit with a
history of dizziness and fainting. The cardiac rate was
35/minute; blood pressure was 140/80 mmHg. The ECG
showed atrial flutter and an R-R interval of 1.7 seconds.
Ranitidine was suspected as a contributory cause of the
bradycardia and was stopped. The ECGs done on his
second admission were obtained and these showed atrial
flutter with periods ofmarkedly prolonged R-R intervals
of4.2 seconds. A careful inquiry into his symptoms on his
second admission revealed that he had dizziness and
syncope culminating in a fall but not an accidental fall as
thought.

After stopping ranitidine the ventricular rate improved
gradually, R-R interval decreased to 0.9 seconds by the
8th day and pulse rate returned to 70/minute by the 11th
day. At the time of writing this paper, for 7 months after
stopping ranitidine he remained symptom-free in sinus
rhythm.
Markedly increased R-R interval (4.2 seconds) after

instituting ranitidine therapy, improvement in ventricular
rate on reduced dose and reverting to normal rhythm
after its discontinuation, in this case is highly suggestive
of this drug's causal relation. The pre-operative ECG
should have alerted the physicians that this patient had
some sino-atrial disease. The mechanism of cardiac
arrhythmias caused by H2-blockers has been discussed
previously4'5 and is thought to be related to the blockade
of histamine receptors in cardiac tissue or to increased
prolactin release. This case illustrates the potential danger
of aggravating asymptomatic cardiac arrhythmias when
H2-blockers are prescribed. It is therefore advisable to
keep a close watch with careful clinical examination when
patients with cardiac arrhythmias are started on H2-
blockers.
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