L ettersto the Editor

Hip bursitisin active
polymyalgia rheumatica:
Report of a case

Sir,

The cause of musculoskeletal discomfort in
the shoulder and pelvic girdles in patients
with polymyalgia rheumatica (PMR) is not
completely understood. A mild synovitis of
the glenohumeral joint has been demon-
strated by radionuclide scanning, arthroscopy
and synovia biopsy (1, 2). Fluid accumula-
tion in the hip and/or glenohumeral jointswas
detected in 68% of 19 PMR patients studied
by ultrasonography (3). However, joint sy-
novitis can only partially explain the diffuse
and broad proximal discomfort in the shoul-
der and pelvic girdles. In arecent case-con-
trol magnetic resonance imaging (MRI) study
of the shoulders in patients with active, un-
trested PMR we found bilateral subacromial
and subdeltoid bursitisin 13/13 (100%) of
the cases (4). Ten of the 13 patients had also
synovitis of the glenohumeral joint. This
study suggested that subacromial and sub-
deltoid bursitis in association with gleno-
humeral joint synovitis may better explain
the diffuse aching in the shoulders and in the
proximal portions of the arms than joint syno-
vitisalone.

PMR patients with pelvic girdle involvement
usually experience stiffness and diffuse, se-
vere musculoskeletal discomfort in the in-
guinal region, the buttock and al portions of
the thigh down to the knee (5). The anato-
mical structuresinvolved by the inflamma-
tory processin patients presenting pelvic gir-
dle symptoms have been less thorougly stud-
ied.

We describe a 78-year PMR patient with pel-
vic girdle symptomsin whom MRI demon-
strated the prominent involvement of hip
bursae. The patient presented with a 2-month
history of aching and stiffness in the neck,
shoulder and pelvic girdles associated with
low grade fever. His previous medical his-
tory was negative. Pain was most prominent
in the proximal portion of the upper arms and
in the thighs and was accentuated during the
nocturnal hours and by movement. Physical
examination showed tenderness and limited
motion in the shoulders. Moreover, localized
tenderness was elicited on papation over the
|eft greater trochanter. Physical findings were
otherwise normal. The body temperature was
37.2°C.

Laboratory investigations showed a erythro-
cyte sedimentation rate of 86 mm/1st hour
(Westergren), C-reactive protein 94 mg/L
(normal: <5 mg/L), and normal findings for
the complete blood cell count, renal and he-
patic function, serum creatine kinase, and
protein electrophoresis. Urinary Bence-Jones
protein was absent. Rheumatoid factor and
serum tumor markers were negative. Radio-
graphs of the chest and pelvis and abdomi-
nal ultrasonography detected no pathol ogi-
cal findings. Ultrasonography of the shoul-
ders demonstrated bilateral subacromia and
subdeltoid bursitis and scanty fluid collec-
tion in the glenohumeral joints.

A diagnosis of PMR was made. Before start-
ing corticosteroid therapy, however, an MRI
of the hip regions was performed (Philips
Gyroscan T5 11, 0.5 Tesla, Eindhoven, The
Netherlands). It showed findings consistent
with bilateral iliopsoas and trochanteric bur-
sitis associated with mild bilateral hip joint
synovitis (Fig. 1). Symptoms rapidly remit-
ted after prednisone 20 mg/day was given.

The MRI findingsin this patient suggest that
iliopsoas and trochanteric bursitis associated
with hip joint synovitis could account for the
bilateral diffuse discomfort which he experi-
enced in hisinguinal region, buttocks and
thighs. The pain in trochanteric bursitisislo-
cated adong the lateral side of the upper thigh,
with radiation from the buttock down toward
the knee (6-8). It is deep and aching in qual-
ity, frequently worsening at night. Localized
tenderness over the greater trochanter can be
elicited on palpation, especially in thin sub-

jects (7).

Iliopsoas bursitisis characterized by pain in
the groin extending to the medial side of the
thigh and is often difficult to detect clinically
(9). The procedure of choicein the diagnosis
of iliopsoas bursitisis MRI (10).

In conclusion, the MRI findings of trochan-

teric and iliopsoas bursitis observed in this
patient, in association with hip joint synovi-
tis, could explain the diffuse and broad pel-
vic girdle symptoms seen in PMR. A case-
control study is needed to confirm the fre-
guency and severity of hip bursitisin PMR.
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Fig. 1. Hip region coronal T2 weighted images. (a) Bilateral fluid accumulation in the iliopsoas bursae suggesting bursitis (arr ow). The inset shows a detail
of theright iliopsoas bursitis. (b) Enlarged fluid-filled | eft trochanteric bursa (inset) with minimal involvement of the right trochanteric bursa. Mild bilateral
fluid effusion isaso visiblein the hip joint (arrow).
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flammatory in some experimental models of
arthritis (2) whilein othersit seemsto be pro-
tective (3). One of the ways by which IL-6
may become protective is through the stimu-
lation of the synthesis of some cytokine an-
tagonists, among which TNF R type | (tumor
necrosis factor soluble receptor type I-TNF
RI) and IL-1 receptor antagonist (IL-1Ra) are
thought to be acute phase reactants (4, 5).

Sincetherole of IL-6 on APPsis one of the
major biological actions of the cytokine, the
possible inter-relationship between IL-6 and
cytokine antagonists belonging to the acute
phase proteins might be of considerable in-
terest in vivo. We report here on the inter-

relationships between IL-6 and natural inhi-
bitorsin two chronic diseases, rheumatoid ar-
thritis (RA) and systemic lupus erythemato-
sus (SLE), derived from data on serum cir-

culating levels.

We followed 15 patients with rheumatoid

arthritis (RA) longitudinally for a period of

six months, seeing them at entry into the
study, and at months 1, 3 and 6 (60 assays)

and tested serum IL-6, TNF RI (p55), IL-1
receptor antagonist (IL-1 Ra) and several

other parameters. We observed a strong cor-

relation between IL-6 and TNF RI, as well

TNF RI seem to be strongly correlated with
IL-6 in chronic human inflammatory disor-
ders such as RA and SLE, while others such
as|L1 Raare not. This suggests that IL-6
may act as an inducer of the synthesis and
shedding of TNF RI.

The available data in vivo suggest that IL-6
deserves anew look by those studying chro-
nic inflammatory diseases, as a potential in-
direct antagonist of the tissue damage in-
duced by TNFa through the synthesis and
shedding of TNF RI.
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Fig. 1. Correlations over time between 1L-6 (pg/ml) and TNF RI (pg/ml), IL-1 Ra (pg/ml), and CRP levels (mg/L) in rheumatoid arthritis.

513



