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Atrioventricular conduction disturbance as an early
feature of Reiter's syndrome
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SUMMARY Atrioventricular (A-V) conduction disturbances in Reiter's syndrome are usually
described in longstanding disease. This report deals with two male patients with Reiter's
syndrome who developed an A-V block early in the course of the disease. One of these patients
developed a second degree A-V block, Wenckebach type, which has not been described before at
an early stage of this syndrome.
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Cardiac manifestations such as conduction disturb-
ances and aortic regurgitation have long been
recognised as part of the syndrome in patients with
ankylosing spondylitis,1 2 and also in Reiter's
syndrome.3-9 In spondylitic disease two clinical
forms of heart disease may occur, one being
aortitisl° 11 and the other atrioventricular (A-V)
conduction abnormalities.1 1112 In Reiter's syn-
drome conduction abnormalities have been described
in most cases late in the disease.3-9 In the first weeks
of Reiter's syndrome A-V conduction abnormalities
are infrequent.6 9
We report two patients with Reiter's syndrome

who developed A-V block early in the course of the
disease.

Case reports

PATIENT 1
A 40 year old man developed urethritis in May 1985.
He had previously felt healthy but since 1973 had
been known to suffer from essential hypertension,
for which he was treated with chlorothiazide,
hydralazine, and metoprolol.
The medical history and physical examination in

May 1985 disclosed no further abnormalities; cul-
tures of the urethral fluid showed Chlamydia tracho-
matis. After treatment with tetracycline for three
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weeks the urethritis disappeared. In mid-June the
left second, third, and fourth metatarsophalangeal
joints were tender and swollen, and the right knee
and shoulder became painful without swelling. Two
weeks later the patient felt a thumping sensation
in his chest and experienced attacks of tachycardia
and bradycardia. When seen in July he appeared
healthy, height 180 cm and weight 76 kg. The pulse
rate was 120/min and regular, the blood pressure
170/90 mmHg. Examination showed no skin abnor-
malities or lymphadenopathy. The heart and lungs
were normal, the liver not enlarged, and the spleen
was not palpable. There were no ophthalmological
abnormalities. The swollen left metatarsophalangeal
joints were tender. Examination of the spine dis-
closed no abnormalities.
The erythrocyte sedimentation rate was 29 mm

(Westergren) in the first hour, haemoglobin was 142
g/l, and the white blood cell count was 7*2x109/l
with normal differential. The Waaler-Rose and latex
fixation tests were negative. Antinuclear factors
were present, Liver, kidney, and thyroid function
tests were normal, as was the serum urate concen-
tration. The results of urine analysis were normal.
The HLA-B27 antigen was present. Radiographs of
the chest, feet, and pelvis were normal.
A resting cardiogram after stopping beta blockade

showed a sinus rhythm at a rate of 75/min, and
a second-degree A-V block, Wenckebach type
(Fig. 1). Earlier electrocardiograms (ECGs) were
normal. Exercise at 200 watt was performed without
precordial pain; the fastest heart rate was 148/min;
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Fig. 1 Second degree A-V block, type Wenckebach, in patient 1.

just before the end of the exercise the second degree
A-V block converted to first degree. After exercise
the first degree A-V block reverted to second
degree.
A 24 hour electrocardiographic recording showed

an almost continuous second degree A-V block of
the Wenckebach type; the slowest heart rate was
40 beats/min the highest 128. Electrophysiological
studies disclosed an H-V time of 50 ms. Stimulation
of the right atrium at an atrial frequency of 150
continuously showed a second degree A-V block,
maximum 4:1. After stimulation the second degree
Wenckebach-type A-V block reappeared.

Echocardiography disclosed no abnormalities.
Angiography of the coronary arteries, especially the
A-V node artery, gave normal results. On the basis
of the above findings a diagnosis of Reiter's syn-
drome following chlamydial urethritis was made; the
A-V conduction disturbance was considered to be
part of the syndrome. The administration of hydra-
lazine was discontinued in July 1985. The anti-
nuclear factor became negative. The palpitations
and the pain in the forefoot did not diminish.

PATIENT 2
A 49 year old previously healthy man developed
diarrhoea in June 1986 after travelling in Turkey.
One week later he developed conjunctivitis and
urethritis and after another week his left knee and
ankle became tender and painful.
On examination he appeared healthy with a pulse

rate of 100/min, which was regular, and a blood
pressure of 150/90 mmHg. His temperature was
38°C. Both eyes showed iridocyclitis. The heart and
lungs appeared normal. The liver was not enlarged
and the spleen not palpable. No skin abnormalities
were present except circinate balanitis. Examination
of the joints disclosed a warm and swollen left knee
and ankle and tender left second and third metatarso-
phalangeal joints. Examination of the spine dis-
closed no abnormalities.

The erythrocyte sedimentation rate was 78 mm
(Westergren) in the first hour, haemoglobin 130 g/l,
and the white blood cell count 9 8x109/l with
normal differential. The Waaler-Rose and latex

Fig. 2 Electrocardiograms (ECGs) ofpatient 2. The ECG
of1985 was made before Reiter's syndrome developed and
shows a normal P-R interval. The ECGs of 1986, which
were made during the course of Reiter's syndrome, show a
prolonged P-R interval.
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fixation tests gave negative results, and antinuclear
antibodies were absent. Kidney function tests were
normal. The alkaline phosphatase and serum ala-
nine transaminase levels were raised at 111 U/l
(normal 60) and 31 U/I (normal 15) respectively.
Serum aspartate transaminase and lactic dehy-
drogenase concentrations were normal. HLA-B27
antigen was present. The results of urine analysis
were normal. Radiographs of the chest, pelvis,
knees, ankles, and feet were normal. Faeces were
not cultured. Serological tests for hepatitis A and B
gave negative results.
A resting electrocardiogram, recorded at the end

of June 1986, showed a sinus rhythm at a rate
of 84/min, a first degree A-V block (P-R interval
0-22 s), and an incomplete right bundle branch
block. A resting electrocardiogram two months later
showed a more pronounced A-V block (P-R interval
0-30 s). A cardiogram recorded in 1985 showed a
P-R interval of 0*16 s (Fig. 2).
Echocardiography and phonocardiography gave

normal results. On the basis of these findings a

diagnosis was made of Reiter's syndrome probably
triggered by an enteric infection; the A-V conduction
disturbance was considered part of the syndrome.
Treatment consisted of advice about daily living and
treatment with non-steroidal anti-inflammatory
drugs. The arthritis gradually disappeared, but the
patient continued to experience recurrent balanitis
and iridocyclitis. An ECG recorded in September
1986 showed a P-R interval of 0.24 s.

Discussion

These case histories highlight the occurrence of A-V
conduction disturbances early in the course of
Reiter's syndrome. The finding of early cardiac
abnormalities confirms that conduction delay may
be an early manifestation of the disease.3 6 In an
earlier review of published work Csonka et al
reported ECG abnormalities in a 'fairly high propor-
tion' of cases.6 The most constant finding was a
prolonged P-R interval.6 In most cases the changes
were noted in the first weeks after the onset of the
disease; however, some of the described patients
had had several attacks of Reiter's syndrome before
cardiac abnormalities developed.6 Our first patient
showed a second degree A-V block, which has not
previously been described early in the course of
Reiter's syndrome. Cardiological investigation, in-
cluding angiography, was performed during the first
few weeks after the onset of Reiter's syndrome and
did not disclose any anatomical abnormalities.
When this type of conduction disorder develops the
localisation is usually in the A-V node.8 If it is
assumed that no major morphological cardiac

abnormalities are responsible for the conduction
disturbance then its pathogenesis is a matter for
speculation. In ankylosing spondylitis the morpholo-
gical changes consist of a chronic inflammatory
infiltrate in the membranous portion of the interven-
tricular septum, fibrosis, and neovascularisation,
sometimes accompanied by calcification, ossifica-
tion, and chondrification, the sequence being similar
to that of the inflammatory process occurring in the
joints in this disease. 12 In the seronegative spondylo-
arthropathies inflammation affects entheses,
whose chemical composition closely resembles that
of the hard connective tissues in which 3-
hydroxypyridinium forms part of the principal col-
lagen cross link. This substance is also a critical
constituent of collagen in the aortic root, which is
situated near the A-V node. This type of collagenous
tissue may be selectively susceptible to inflam-
mation. 13 Furthermore, it is also uncertain whether
a circulating antigen derived from Chlamydia
trachomatis or from an enteric organism has local
effects that induce the conduction disturbance.
Another factor involved in the genesis of conduc-

tion disturbances may be the presence of the HLA
antigen. This hypothesis is supported by the finding
that the prevalence of B27 is significantly higher in
patients with complete heart block and pacemaker
treatment in the absence of clinical or radiological
evidence of a seronegative spondyloarthropathy.14
The incidence of cardiac involvement in patients
with Reiter's syndrome has been reported to
amount to 10% in both the presence and absence of
the HLA antigen B27,15 which indicates that the
presence of this antigen is not obligatory for the
development of a conduction abnormality. Treat-
ment for the A-V block is still a controversial
question. It has been suggested that treatment with
atropine is effective and that an artificial pacemaker
is not always indicated.8

In practice, the cardiologist who is confronted
with A-V conduction disturbance must be aware
that this abnormality can be part of seronegative
spondyloarthropathy and the rheumatologist treat-
ing a patient with a seronegative spondyloarthro-
pathy should be aware of the possibility of the
development of conduction abnormalities.
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