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e osinophilic fasciitis is an uncommon 
localized scleroderma-like disorder 

of unknown etiology that substantially 
affects quality of life [1]. It is character-
ized by inflammation of the fascia, limb 
or trunk erythema and edema, and col-
lagenous thickening of the dermis and 
subcutaneous fascia; visceral involvement 
is rarely reported. Originally described as 
a diffuse fasciitis with peripheral blood 
eosinophilia, it is realized today that this 
disorder may accompany several disease 
conditions, including malignancies. The 
distinction between eosinophilic fasciitis 
and various forms of localized sclero-
derma (morphea) remains open. We 
describe a patient who presented with 

localized pain and edema of the left calf 
and ankle associated with fever and peri-
cardial and pleural effusion.

Patient descriPtiOn

Our patient was a 26 year old woman 
with localized pain and edema in her left 
calf and ankle associated with pericar-
dial and pleural effusion. She presented 
with fever, dyspnea, pleuritic pain, 
edema and pain in her left calf and ankle 
that started 8 days before her admission. 
Her recent medical history included 
arthralgias in the right knee and pain 
in the right calf for which a physician 
prescribed low dose steroids for 6 
months that resulted in considerable 
amelioration of symptoms. Laboratory 
tests conducted at that time, including 
rheumatoid factor, antinuclear antibod-
ies and other immunology tests, were 
normal. Two months before her admis-
sion to our hospital she discontinued 
steroids and her symptoms recurred.

On presentation she denied any pre-
vious intense physical exercise. Physical 
examination revealed diminished breath 
sounds and crackles at her left lung base, 
tachycardia (120/minute) and a pericar-
dial friction rub. Body temperature was 
37.6ºC. A mild swelling of her left calf 
and ankle without overt discoloration 
of the skin was noted, but the rest of the 
clinical examination was unremarkable. 
Laboratory tests showed mild anemia 
(hematocrit 32%, hemoglobin 10.3 g/
dl), mild leukocytosis (white blood cells 
11.2 x 109/L, neutrophils 8.9 x 109/L, lym-
phocytes 1.37 x 109/L, monocytes 0.93 x 
109/L, eosinophils 0, baseophils 0), normal 
platelets, normal erythrocyte morphol-
ogy, elevated erythrocyte sedimentation 
rate (130 mm/hr) and mild hypoxia 

(pO2 = 70 mmHg, in room air). Serum 
protein electrophoresis, electrolytes, 
liver and muscle enzymes were normal. 
Immunology testing was negative for 
rheumatoid factor, antinuclear and anti-
erythrocyte antibodies. C-reactive protein 
was 8.5 mg/dl (normal < 1.0). Antibodies 
for human immunodeficiency virus, 
Epstein-Barr virus, cytomegalovirus, 
hepatitis B and C viruses were negative; 
VDRL test was negative. Urinalysis and 
blood and urine cultures were also nega-
tive. Electromyography was negative for 
conduction abnormalities. Chest X-ray, 
computed tomography scan of the thor- 
ax and echocardiography showed pleural 
and pericardial effusions. On aspira-
tion, pleural effusion was an exudate 
(protein 3.0 g/dl); leukocyte content 
was 1200 cells/mm3 with lymphocyte 
predominance and no eosinophils. Fluid 
cytology, acid-fast staining microscopy 
and cultures were negative for micro- 
organisms or neoplastic cells.

A full thickness skin-muscle surgical 
biopsy of the left calf disclosed vascular 
distension in the dermis and thicken-
ing of collagen fibers and collagenous 
diaphragms. There was an inflamma-
tory reaction between muscle fibers, 
prominent thickening of muscle fascia, 
fibrosis and perivascular accumulation 
of lymphocytes, eosinophils and few 
neutrophils [Figure].

Based on the biopsy results the case 
was diagnosed as eosinophilic fasciitis, 
and treatment with prednizolone 75 
mg/day was instituted. Within the next 
few days, rapid resolution of fever and 
arthralgias and gradual remission of 
pleural and pericardial effusions were 
noted. Hemoglobin and ESR returned 

ESR = erythrocyte sedimentation rate

fasciitis, serositis, eosinophilic, 
pleuritis, pericarditis
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Muscle surgical biopsy; vascular distension in the dermis and 
thickening of collagen fibers and collagenous diaphragms; 
inflammatory reaction between muscle fibers with thickening 
of muscle fascia, fibrosis and perivascular accumulation of 
lymphocytes, eosinophils and few neutrophils (H&E stain)
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to normal. Prednizolone was gradually 
tapered to 4 mg/day for 6 months and 
after 3 more months it was discontinued. 
Two years later the patient remains in 
complete remission without recurrence 
of symptoms. 

cOmment

Eosinophilic fasciitis is characterized 
by acute or subacute development of 
painful induration of the skin, and 
subcutaneous tissues of the forearms, 
flank and distal legs. The hands and face 
are usually spared and Raynaud’s phe-
nomenon is usually absent. Arthritis, 
carpal tunnel syndrome, muscle pain, 
anemia, eosinophilia and elevated ESR 
are variably present, but there is a strik-
ing lack of visceral involvement [1]. An 
eosinophilia-myalgia syndrome associ-
ated with L-tryptophan ingestion, local-
ized scleroderma, limited and diffuse 
cutaneous and systemic sclerosis and 
several scleroderma-like disorders must 
be considered in the differential diag-
nosis. A skin-muscle biopsy is essential 
for the diagnosis of this disorder and 
for differentiation from scleroderma in 
cases with multisystemic involvement. 
Perivascular inflammation, composed 
of lymphocytes, plasma cells and rare 
eosinophils, is observed mainly in the 
subcutis and deep fascia [2]. 

Our patient presented with an unusual 
combination of cutaneous involvement, 
arthritis and serositis. Both lower limbs 

were affected; one limb first, for which 
she received therapy, then the other 
following discontinuation of steroids. 
Peripheral blood eosinophilia was 
absent; this absence is a rare finding 
in eosinophilic fasciitis [3], but in our 
case it may be attributed to the recent 
use of steroids for 6 months. Serositis is 
also rare in most series of eosinophilic 
fasciitis cases [4]. Interestingly, pleural 
effusion is occasionally described in 
eosinophilia-myalgia syndrome com-
plicating L-tryptophan ingestion [5]. 
However, our patient denied the use 
of any medication; besides, she did not 
complain of generalized myalgias, a 
common symptom of eosinophilic fas-
ciitis of this type. A similar presentation 
is also reported in toxic oil syndrome 
associated with the ingestion of dena-
tured rapeseed oil and also after use of 
simvastatin. However, our patient did 
not have such a history. Autoimmune 
disorders or malignancies may also be 
considered in the differential diagnosis; 
the lack of other clinical and laboratory 
manifestations makes all these disorders 
unlikely. 

In conclusion, this patient’s pre-
sentation together with the results of 
the tissue biopsy point to eosinophilic 
fasciitis that also involves pleura and 
pericardium, a manifestation rarely 
reported in this disease [2]. Owing to 
a different therapeutic approach and 
prognosis of the discrete entities that are 
implicated in fasciitis cases, any expo-

sure to chemicals or medicines must be 
investigated [5]. Correlation of histology 
and imaging findings of the involved 
areas may be of help in diagnosis. The 
possibility of eosinophilic fasciitis with 
multisystem involvement or with solid 
tumors or blood dyscrasias must also be 
considered. The current elusiveness of 
this disorder, and the limited number of 
relevant series, point to the importance 
of reporting every documented case in 
order to better understand both com-
mon and uncommon manifestations of 
the disorder.
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Neurodegenerative disorders involve a series of patho- 
physiological changes. Oxidative or nitrosative stress can 
induce a profound and abnormal degree of mitochondrial 
fission, leading to bioenergetic compromise, which may 
contribute to neurodegenerative disorders. Cho et al. 
describe a critical nitrosylation event induced by nitrosative 
stress in the pathogenesis of sporadic cases of Alzheimer’s 
disease. Dynamin-related protein 1 (Drp1), which is known 
to be important for mitochondrial fission, is activated by 

S-nitrosylation, a redox reaction of nitric oxide with a 
critical cysteine thiol. The nitrosylation event is triggered by 
oligomerized amyloid-beta peptide and appears to mediate the 
synaptic damage known to occur early in Alzheimer’s disease. 
Thus, the pathogenesis of Alzheimer’s disease involves a 
redox component, which may help to explain why redox metals 
can contribute to neuronal damage in Alzheimer’s disease.
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