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ity reaction, expressed only by fever. The
patient, due to the episode described ab-
ove, refused to continue treatment with
anti-TNFa.

The hypersensitivity febrile reaction is a
well known immediate adverse effect fol-
lowing infusion of anti-TNFa (6). A late-
onset febrile reaction (after 14 days) has
also been reported but was then associated
with additional signs (7). This case is un-
iquein that high and long-lasting fever was
the sole manifestation. If evidence that this
kind of fever is one of the side effects of
treatment with anti-TNFa is confirmed, this
should be taken into account in order to
avoid a misleading diagnosis of infection,
including tuberculosis, in patients receiving
the drug.
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Prevalence of diffuse idiopathic
skeletal hyperostosisin afemale
Italian population

Sirs,

Diffuse Idiopathic Skeletal Hyperostosis
(DISH) is a skeletal disease characterised
by calcification of the anterolateral aspect
of the vertebral longitudinal ligament, with
awide spectrum of prevalence rates report-
ed (1-7). In a previous report we showed
that the prevalence itself might be of great
interest (8). By serendipity we have seen fe-
male patients with DISH at our general out-
patient clinic for rheumatic complaints.
These random observations, as well as the
absence of data in our female population,

led us to assess the prevalence rate of DISH
in an unselected sample representative of
the general female population. The study
formed a part of an epidemiological survey
on rheumatic complaints in the population
of the Neapolitan area (9).

165 Caucasian subjects were chosen as rep-
resentative of the general female popula-
tion. Eighty of them were selected from the
employees of the National Agency for Elec-
tricity, and 85 from the members of a parish
association. Among these subjects, 93 (mean
age 57.9 years, range 46-79) agreed to un-
dergo radiographs of the dorsal and lumbar
spinein the lateral view (the overall partici-
pation rate was 56.4%) and were then en-
rolled for the evaluation of the prevalence
of DISH. The patients who declined to par-
ticipate in the study did not differ from the
recruited subjects in terms of age, self-
reported height and weight, and smoking
habits. All participating patients gave their
informed consent. The study protocol was
approved by thelocal ethical committee.
Diagnosis of DISH was based on the modi -
fied Resnick's criteria for epidemiological
studies (10). All radiographs were exam-
ined independently by three of the authors
and contrasting results were resolved after
group discussion.

DISH wasfound in 14 cases (mean age 65.6
yrs., range 54-79), with an overal preva-
lencerate of 15.1%. The rate increased with
age, rising from 7.5% in the group of pa
tients aged between 50-59 to 40% in the
group of patients >70 years of age. No ca
ses of DISH were seen in the group of pa
tients aged below 49 yrs (Table).

To date few epidemiological studies on the
genera female population have been per-
formed. A Finnish study showed a preva
lence of 2.6% in women with DISH, and
the rates increased with age up to 6.7% in
women older than 70 years (2). More re-
cently, a survey of DISH in the Hungarian
population was carried out and showed a
prevalence rate in the female population of
12.8%, which isin line with our results, this
rate increasing with age to 26% at age >75
(3). The prevalence of DISH among the
women in our population was much higher
than in Finland, with an age-adjusted rate
ratio of 5.8 and a 95% confidence interval
ranging from 3.4 t0 9.8.

The paucity of epidemiological data on
DISH could be explained by the fact that
the diagnosis is exclusively based on radi-
ographs and this could present a potential
selection bias due to the low compliance of
asymptomatic subjects in presenting for x-
ray examinations.

In the present study we found a very high
prevalence of DISH in an unselected female
sample, the highest reported so far. Thedi-
agnostic criteria used in our study were a
modification of the 1976 Resnick's criteria
which are currently used for epidemiologic
purposes (6-7, 10). Despite possible differ-
ences with the Finnish and Hungarian stud-
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Tablel. Prevalencerates of DISH in afemae
population, stratified by age.

Age (yrs) Cases No. of Prevalence
subjects (%)
40-49 0 20 0
50-59 3 40 75
60-69 5 18 27.8
>70 6 15 40.0
Total 14 93 151

ies, the data obtained confirm a high DISH
prevalence in our area. The use of age-
adjustment with 95% C.I. intervals demon-
strates that this high prevalence rate is due
neither to age-confounding nor sample vari-
ability. Our data confirm the differences
among prevalence rates in different coun-
tries, differences that could be explained by
genetic and/or environmental factors.
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Intestinal perforation and
jgunal haemorrhage dueto
Wegener’s granulomatosis

Sirs,

Wegener’s granulomatosis (WG) is anecro-
tising vasculitis of the small and medium-
sized arteries that characteristically affects
the upper and lower respiratory tract. In-
volvement of the gastrointestinal tract ap-
pears rare, apart from mouth ulcers. How-
ever, bloody diarrhoea, intestinal necrosis,
ulceration and perforation have al been
reported (1).

A 54-year-old woman presented with a 6-
week history of earache, nasal stuffiness,
malaise, myalgia, oral ulcersand arash ov-
er her upper and lower limbs. Biopsy of the
rash revealed a leukocytoclastic vasculitis.
Cytoplasmic antineutrophil cytoplasmic ar+
tibodies (c-ANCA) were positive, with anti
proteinase 3 antibodies (PR3) of 27 lu/ml.
Three pulses of intravenous methy! predni-
solone (1 gm) were given on consecutive days
and one pulse of intravenous cyclophos-
phamide (1 gm), followed by oral predni-
solone (60 mg daily). She developed tran-
sient renal impairment (creatinine 146
umol/l) which resolved with therapy. Renal
biopsy was not performed due to an acute
deterioration in the patients condition.

The patient developed bloody diarrhoea
which increased in frequency, causing her
haemoglobin to drop from 10.5 g/l to 7.0
g/l, and required a 3-unit blood transfusion.
Upper gastrointestinal endoscopy was nor-
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Fig. 1. Histological specimen of the small bow-
el resection showing destruction of a blood ves-
sel by local granulomatous inflammatory infil-
trate, in keeping with Wegener's granulomatosis.

mal but colonoscopy was abandoned due to
patient discomfort. The diarrhoea contin-
ued, and non-tender distention of the abdo-
men developed. An abdominal CT scan
showed thickened segments of small bowel
with a small walled off perforation. Urgent
laparotomy showed multiple perforations of
the terminal ileum and proximal colon. A
small bowel resection and right hemicolec-
tomy were performed with ileostomy for-
mation. Two days post operatively a mas-
sive haematemesis (900 ml) of fresh blood
occurred. The haemoglobin fell to 6.6 g/l.
Upper gastrointestinal endoscopy was nor-
mal but a mesenteric angiogram showed
bleeding of ajejunal branch of the superior
mesenteric artery. This was embolised with
coils and the bleeding stopped. Histological
examination of the resected bowel revealed
widespread ischaemia with a granuloma-
tous vasculitis associated with areas of
bowel perforation (Fig, 1). The patient was
discharged at 2 months post laparotomy on
prednisolone 30 mg once daily and monthly
IV infusions of 1 g cyclophosphamide.

Our case demonstrates that patients with
WG may develop diarrhoea, abdominal pain,
intestinal ischaemia, intestinal necrosis and
intestinal ul ceration with subsequent haem-
orrhage and perforation. Thereisahigh in-
cidence of laparotomy and death associated
with reported cases of intestinal WG (2-8).
Intestinal WG can aso mimic other inflam-
matory gastrointestinal diseases like ulcera-
tive colitis or Crohn’s disease (9). Intestinal
involvement in WG is considered uncom-
mon. However, post mortem studies sug-
gest a high incidence with histological evi-
dence of intestinal vasculitis in 24% of
cases (10). This suggests that the occur-
rence of intestinal WG is underestimated,
possibly due to asymptomatic involvement
or due to immunosuppressive treatments
masking symptoms.

This case demonstrates the serious conse-
guences of intestinal vasculitisin WG. The
incidence of intestinal involvement in WG
is probably underestimated with immuno-
suppressive therapy contribuing to this by
masking gastrointestina involvement.
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Circulating eosinophilslack ex
vivo chemotaxis toward vascular
endothelial growth factor in a
patient with Churg-Strauss
syndrome

Sirs,

Vascular endothelial growth factor (VEGF)
isakey promoter of angiogenesisin rheum-
atoid arthritis and asthma. Increased circu-
lating concentrations of free VEGF in these
conditions may be produced by exudation
from inflamed organs and release from
platelets and other blood cellsincluding eo-
sinophils (1). Platelets contribute to second-
ary tethering processes of eosinophilsto ac
tivated endothelium (2). Eosinophil-platel et
interactions may therefore play arolein a-
lergic inflammation and in thrombotic dis-
ordersof hypereosinophilic patients (3, 4).
The recent demonstration of VEGF-induced
chemotaxis of eosinophilsviaVEGF recep-
tor flt-1 was made using periphera blood eo-
sinophils from healthy donors (5). Whether
VEGF affects the chemotactic response of
eosinophils in alergic inflammation with
hypereosinophilia is unknown. Here we re-
port on the lack of chemotactic effects of
VEGF on circulating eosinophils from a pa-
tient with Churg-Strauss syndrome (CSS).
A 64-year-old woman was first seen with
dyspnoea on exertion 2 months ago that had
been treated with ora steroids and bron-
chodilators for asthma. Prior to admission,
steroids had been stopped and occasional
dyspnoea was treated with inhalative bron-
chodilators as needed. Then symptomswor-
sened with fever, Raynaud’'s phenomenon



