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Our case also illustrates certain important issues 
in the management of such patients since steroid 
therapy, although still the first-line therapy for this 
disease, may cause severe and long-lasting side 
effects. Recently published case reports describe 
good responses to treatment with a humanized 
monoclonal anti-interleukin-6-receptor antibody, 
tocilizumab.[5] This may be a future alternative to 
glucocorticoid therapy in giant cell arteritis helping 
to avoid significant side effects such as severe 
osteoporosis with pathologic vertebral fractures, as 
seen in our patient.

Patients with giant cell arteritis require long-term, 
even life-long immunosuppressive therapy with an 
interdisciplinary approach depending on the affected 
arterial branches, disease severity and overall health. 
Early suspicion and treatment of this condition are 
crucial as late diagnosis results in severe complications 
and high morbidity.
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Early-onset sarcoidosis and Early-onset sarcoidosis and 
juvenile idiopathic arthritis:juvenile idiopathic arthritis:
A diagnostic dilemmaA diagnostic dilemma

Sir,
Early-onset childhood sarcoidosis occurs commonly 
in children below 5 years with a classical triad of 
skin rash, uveitis and arthritis. In older children, 
the disease is almost similar to the adult form 
with frequent pulmonary involvement and 

lymphadenopathy associated with fever, malaise and 
weight loss.[1]

A 7-year-old girl presented with a history of redness and 
scaling almost all over the body for 10 months. There 
was boggy swelling of the elbow, wrist, ankle and knee 
joints for the last 6 months associated with deformity of 
the small joints of the hands and feet [Figures 1 and 2]. 
She also had diminution of vision of the left eye with 
opacity of the peripheral part of the cornea. She 
initially attended the outpatient departments of 
pediatrics and rheumatology, and an initial diagnosis 
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Figure 1: Skin-colored papular lesions on bilateral distal upper 
extremities with multiple deformities of the interphalangeal joints

Figure 2: Boggy swelling of bilateral knee joints

of juvenile idiopathic arthritis (previously known as 
juvenile rheumatoid arthritis) was made. The patient 
was treated with oral corticosteroids. There was no 
history of fever, dyspnea, chest pain, abdominal pain, 
muscle weakness or photosensitivity. The family 
history was unremarkable.

On examination, there was erythema and small 
off-white adherent scales present all over the body. 
The skin was xerotic with ichthyosiform lesions on the 
lower legs. There were a few grouped, tiny, flat-topped 
scaly papules around the bilateral knee joint and the 
upper third of both thighs [Figures 1 and 2].

After 8-weeks of irregular therapy with oral 
corticosteroids, the erythema and scaling decreased 
but tiny. Flat-topped papular lesions appeared all over 
the body while there was little improvement in joint 
swelling and vision. Ocular examination revealed 
anterior uveitis with visual acuity reduced to light 
perception in the left eye.

All routine laboratory investigations were normal. 
Antinuclear antibodies, rheumatoid factor and 
anti-cyclic citrullinated peptide (CCP) antibody 
were negative. Serum angiotensin-converting 
enzyme was 110 U/L (normal 8–65 U/L). The 
chest radiograph was normal and radiographs of 
bilateral hands and knee joints revealed narrowing 
of joint spaces with no destructive changes. Skin 
biopsy from the papular lesions on thigh revealed 
multiple non-caseating epithelioid granulomas 
with a paucity of lymphocytes in the dermis 
[Figures 3 and 4]. Special stains for fungi and 

mycobacteria were negative. A synovial biopsy from 
the knee joint showed non-specific inflammation 
without epithelioid granulomas.

The patient was treated with systemic 
corticosteroids at a dose of 1 mg/kg body weight, 
tapered to 0.5 mg/kg after 4 weeks and gradually 
tapered off thereafter. Subsequently methotrexate 
was added at a dose of 0.5 mg/kg body weight. The 
skin lesions responded well, with a decrease in the 
size and number and the joint swelling improved 
considerably but there was no change in the ocular 
symptoms.

Sarcoidosis and juvenile idiopathic arthritis are 
both multisystem disorders with poorly understood 
etiologies. The diagnosis of juvenile idiopathic 
arthritis depends on the history, clinical features 
and radiological findings. For both disease entities, 
the diagnosis is one of exclusion. Juvenile idiopathic 
arthritis is a disease or group of diseases characterized 
by chronic synovitis and is associated with a number 
of extra-articular manifestations. Almost 90–95% 
of patients are rheumatoid factor-negative while 
rheumatoid factor-positive juvenile idiopathic arthritis 
occurs in late childhood and resembles adult-onset 
rheumatoid arthritis.[2]

Early-onset sarcoidosis tends to be underdiagnosed as 
it closely mimics systemic-onset juvenile idiopathic 
arthritis. The skin involvement in juvenile idiopathic 
arthritis is a transient erythematous macular rash 
whereas sarcoidosis can present with varied skin 
eruptions including erythema, papules, plaques and 
ichthyosiform lesions.[3] As skin lesions may appear 
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before joint or eye involvement, an early skin biopsy 
may help arrive at a definitive diagnosis.

Juvenile idiopathic arthritis can be clinically 
distinguished from sarcoid arthritis in children. Large, 
painless, boggy synovial and tendon sheath effusions 
with little limitation of motion characterize sarcoid 
arthritis; in contrast, joint involvement in juvenile 
idiopathic arthritis presents with pain, limitation of 
movement and destructive changes on radiographs. 
However, the signs and symptoms of joint involvement 
in sarcoidosis may become more like those of juvenile 
idiopathic arthritis during its clinical course. The 
eye is commonly involved in both diseases. Anterior 
uveitis is a frequent finding in early-onset sarcoidosis 
and may present as keratic precipitates, iris nodules 
and focal posterior synechiae; in contrast, uveitis, 
which rarely occurs in juvenile idiopathic arthritis, 
involves the posterior compartment of the eye.

Yotsumoto et al. and Sahn et al. also reported similar 
cases of early-onset sarcoidosis with the classical triad of 
the eye and joint involvement with papular skin lesions 
showing non-caseating granulomas on histopathology.[4,5]

Early-onset sarcoidosis being a rare entity, a high 
index of clinical suspicion is required for early 
diagnosis and it must be differentiated from juvenile 
idiopathic arthritis. Skin lesions provide an early clue 
in differentiating the two diseases and a skin biopsy 
may provide a definite early diagnosis as in our case. 

The peculiarity of our case is that the onset was around 
6 years of age while the previous articles that we found 
reported an onset earlier than 4 years of age.
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Figure 3: Multiple non-caseating epithelioid granulomas with 
paucity of lymphocytes in the dermis (H and E, ×100)

Figure 4: Multiple Langhans giant cells (H and E, ×400)
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 Oleogranulomas of the breast  Oleogranulomas of the breast 
treated with hydroxychloroquinetreated with hydroxychloroquine

Sir,
An oleogranuloma is a foreign body granuloma that 
results from the injection of an oily substance into the 
skin or subcutaneous tissue. [1]

A 44-year-old man presented to the department of 
dermatology with indurated, purulent draining 
nodules on both the breasts since 4 years. Past 
medical history was non-contributory. He had been 
previously admitted in the department of general 
surgery where drainage of the breast abscesses 
was performed but was followed by recurrence. He 
denied any history of trauma or injection into the 
involved areas.

Dermatological examination revealed multiple, 
erythematous indurated nodules on both breasts 
extending to the thoracic wall. Several nodules 
exuding purulent material through sinus tracts were 
observed [Figure 1a]. Diffuse sclerosis was evident in 
the thorax and abdomen. No palpable axillary lymph 
nodes were found.

Laboratory tests revealed elevation in the levels 
of aspartate aminotransferase (68 U/L), alanine 
transaminase (38 U/L), alkaline phosphatase 
(255 U/L), lactate dehydrogenase (342 U/L), gamma 
glutamyl transferase (165 U/L) and C-reactive protein 
(20.3 mg/L). He also had anemia (hemoglobin: 9.5 g/dL) 

and a red blood cell count of 3.45 × 106/μL. Serological 
tests for human immunodeficiency virus and hepatitis 
virus B and C were negative.

Chest X-ray revealed small pleural effusions. 
Contrast-enhanced computed tomography of the 
chest showed extensive edema and soft tissue 
swelling in the anterior chest wall. The differential 
diagnoses considered at this point were idiopathic 
granulomatous mastitis, tuberculous mastitis and 
malignancy.

Smears and cultures of the purulent exudates and 
tissue biopsy material were negative for bacteria, fungi 
and acid-fast microorganisms. The tuberculin skin 
test and polymerase chain reaction for Mycobacterium 
tuberculosis were negative.

An incisional biopsy was performed from the breast 
nodule. Which revealed multiple cystic spaces 
in the dermis surrounded by foamy histiocytes, 
giant cells of the foreign body and Langhans types, 
mixed inflammatory cells and small calcifications 
[Figure 2]. Areas of hemosiderin deposition were 
also noted. The cystic spaces contained an unstained 
bubbly material that did not exhibit birefringence 
on polarized light microscopy. These histological 
features were consistent with a foreign body reaction, 
probably attributable to the injection of an exogenous 
fluid. Further examination revealed no evidence 
of malignancy or tuberculosis. We considered that 
the etiology of the condition might be exogenous. 
Eventually, after several long hospital stays, the 
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