
ing of the biology of phenotypic ex-
pression in HD. Since we can use the
HD gene test for the differential di-
agnosis of hyperkinetic movement
disorders, we will probably find
many more clinical manifestations
and atypical expressions of HD, as
described in this family with an
asymptomatic carrier of the HD
gene.
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Sirs: Pyomyositis – or abscess within
muscle – occurs commonly in tropi-
cal climates. The first case occurring
in temperate areas was described in
1971 [5]. Since then, “non-tropical”
pyomyositis has been increasingly
recognized. From 1971 to 1984, 31
cases were reported in the United
States [3], and a total of 98 cases had
been reported in North America up
to 1991 [2]. The true incidence of
pyomyositis in temperate climates is
unknown. We would like to draw at-
tention to an uncommon, though rel-
evant differential diagnosis in pa-
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Fig. 1 CT and MRI of the pelvis: a CT – iohexol-enhanced; b CT
– bone window; c MRI – gadolinium-enhanced T1-weighted se-
quence; d MRI – STIR (short-time inversion recovery) sequence; 
e MRI – STIR sequence, 3 months later
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tients with radiating pain in the leg
and fever.

The patient was a 28-year-old ac-
countant who presented to our emer-
gency department with a 7-day his-
tory of lumbar pain radiating to his
right leg. After the symptoms started,
he had not been able to place weight
on his right leg, and he had been
confined to a low chair for 5 days.
He had had fever for 4 days before
admission, with the highest mea-
sured temperature being 40.2°C. His
previous medical history was unre-
markable. The patient denied homo-
sexuality, promiscuity, or intravenous
drug abuse. There was no history of
recent illness or travel. On physical
examination he appeared to be well
nourished but in severe pain. His
body temperature was 39.0°C. Find-
ings of the physical examination
were significant only for a healed
laceration less than 1 cm in diameter
over the left tibial tuberosity. He had
sustained sores on both knees and
both elbows when playing soccer on
artificial turf 16 days prior to admis-
sion. Neurological examination was
limited owing to severe pain pro-
voked by any movement, even after
administration of morphine. The pa-
tient was examined lying in bed in a
prone and supine position. Tender-
ness in the lower back was maximal
in the right paravertebral region. Any
attempt at straight leg raising pro-
voked excruciating pain. Muscle
strength testing proximal to the ankle
was virtually impossible. In the right
lower extremity the only reliable
finding was a diminished patellar
tendon reflex. There was no evidence
of distal paresis. Sensibility was in-
tact. No other neurological impair-
ment was found.

The leukocyte count was 7.7 ×
109/l with a left shift (78.2% neu-
trophils). C-reactive protein (CRP)
was increased to 315 mg/l. An HIV
antibody test was negative, and there
was a normal CD4/CD8 ratio. Chest
radiography, lumbar radiculography
and CT of the lumbar spine were
normal. CT of the pelvis showed an
increased volume of the right iliacus

and psoas muscles. Injection of 
iohexol disclosed a ring enhance-
ment in the iliacus muscle (Fig. 1a).
CT with bone window did not reveal
any bone involvement (Fig. 1b).
Magnetic resonance imaging (MRI)
was performed with axial T1-
weighted sequences without and with
gadolinium, axial and coronal T2-
weighted sequences, and axial short
time recovery (STIR) sequence (0.5 T
Philips Gyroscan). Contrast enhance-
ment was seen in the muscle lesions
(Fig. 1c). Oedema in muscles and
bone marrow was shown on STIR
sequences (Fig. 1d) and was still
seen in the bone marrow 3 months
later (Fig. 1e).

Blood for cultures was obtained,
and empirical intravenous therapy
with cloxacillin, gentamicin and
netilmicin was started 4 h after ad-
mission. After Staphylococcus au-
reus had been isolated from six
blood cultures, antibiotic treatment
was changed to dicloxacillin and fu-
cidic acid intravenously for 14 days.
Oral treatment with dicloxacillin was
continued for 4 weeks.

Christin [2] and Skoutelis [6] have
reviewed the literature, listing 98 and
76 cases of pyomyositis, respectively.
The thigh is most often affected, but
deep pelvic infections involving the
psoas, iliacus, piriformis, and obtura-
tor internus are not uncommon [2].

S. aureus is the most frequently
identified pathogen, causing about
70% of cases in temperate climates.
Bacteraemia was reported for 31% of
North American patients. Figures
from tropical areas have been con-
siderably lower [2]. As normal skele-
tal muscle has a high intrinsic resis-
tance to bacterial infection, it has
been suggested that underlying mus-
cle damage may facilitate the onset
of pyomyositis [2]. In reports from
non-tropical regions, diabetes melli-
tus and AIDS are frequently men-
tioned and probably predispose to
development of pyomyositis. In a re-
view of 76 cases, 14 patients were
reported to have diabetes, and 9 pa-
tients were infected with HIV [6].
The condition is also often diagnosed

in addicted, immunocompromised or
burned patients [1].

Our patient had an abscess and
muscle swelling causing radiating
pain in the leg, probably by com-
pression and/or irritation of the right
femoral nerve passing between the
iliacus and the major psoas. The ab-
scess was diagnosed by CT, but the
accompanying osteomyelitis was
only seen on MRI.

We suspect that staphylococcal
infection of the patient’s burn-like
skin abrasions had developed into
septicaemia. We have not been able
to identify any predisposing factors.
At follow-up 5 weeks after admis-
sion, the patient had recovered com-
pletely from the symptoms related to
the abscess, and CRP had normal-
ized. However, it will take months
for the oedematous changes on MRI
to resolve.

Radiating pain in the leg can arise
from mass lesions in deep pelvic
muscles. Pyomyositis should be con-
sidered in the differential diagnosis
in patients with fever. Imaging of the
pelvis by CT, and/or MRI will be
helpful in establishing the diagnosis
[4], while routine laboratory studies
may be normal. Early cases can be
managed with antibiotics alone, but
surgical drainage is often necessary.
Though recovery without sequelae is
the rule, delayed diagnosis is associ-
ated with septic cardiorespiratory
complications, leading to death in up
to 10% of patients [2].

Increased awareness of pyomyosi-
tis will improve management and
outcome. We advocate the use of
MRI in cases where the abscess is
located adjacent to bone. Isotope
scans may be performed if MRI is
not available. However, MRI is more
sensitive and may detect lesions ear-
lier. In addition, MRI is a superior
imaging modality for showing the
anatomical location. If concomitant
osteomyelitis is found, antibiotic
treatment has to be adjusted accord-
ingly.
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