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drug blocks the activity of VEGF, a cytokine whose 
role in psoriasis pathogenesis is well documented. 
Thus, it has been reported an overexpression of VEGF 
on psoriatic keratinocytes and upregulation of VEGF 
receptors in microvasculature of psoriatic lesions.[5] 
Furthermore, elevated levels of VEGF can be detected 
in the serum of human psoriasis patients and correlates 
with disease activity.[6] On this basis, drugs against VEGF 
or its receptor are being considered as future therapies 
for psoriasis.[5] To this respect, a patient with metastatic 
hypernephroma treated with sorafenib was associated 
with remission of his recalcitrant psoriatic lesions.[7] 
However, in our patient the implication of this drug 
in the development of the psoriasiform eruption seems 
likely given that: (a) there was no previous history 
of psoriasis, and he had not taken any drug known 
to be associated with psoriasiform eruptions, and (b) 
the temporal relationship between the initiation of 
sorafenib and the onset of skin disorder.

The pathogenesis of sorafenib-induced psoriasiform 
eruptions is difficult to explain. Nevertheless, it should 
be noted that other cutaneous disorders characterized 
by epidermis proliferation, such as palmar-plantar 
hyperkeratosis and keratoancanthomas have been 
described in patients on sorafenib therapy.[1,8] This 
suggest that sorafenib might alter the keratinocyte 
proliferation and differentiation by a yet unknown 
mechanism. Future investigations may increase our 
understanding of this.

In summary, sorafenib should be added to the list 
of drugs that can potentially cause a psoriasiform 
eruption. 
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Isolated unilateral palisaded 
neutrophilic and granulomatous 
dermatitis

Sir,
Palisaded neutrophilic and granulomatous dermatitis 
(PNGD) is a rare entity that has not been clearly 
defined either histopathologically or clinically.[1] 
It usually presents as asymptomatic to painful 
papulonodular lesions with predilection for extensor 
aspect of joints.[2,3] PNGD, though usually associated 
with systemic disease, we encountered a case without 
any underlying disease.

Our patient, a 21-year-old unmarried male presented 
with asymptomatic skin colored raised lesions around 
left elbow since 2 months. There was no history of 
trauma, prior drug intake, ulceration, or discharge 
from the lesions. He denied history of any soy product 
intake. There was no history of photosensitivity, 
breathlessness, Raynaud’s phenomenon, muscle 
weakness, joint pain or swelling, fever, weight loss, 
loss of appetite, per rectal bleeding, or any other 
symptom suggesting systemic disease.
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Examination revealed multiple skin colored to 
brownish, nontender, indurated papules, and nodules 
around left elbow with peau-de-orange appearance 
[Figure 1]. Joint movements were normal and there 
were no other skin lesions. No lymphadenopathy was 
seen. Systemic examination was also normal.

Based on history and examination, a differential 
diagnosis of, panniculitis, morphea, and deep fungal 
infection was thought.

Histopathologic examination showed normal epidermis 
and granulomatous inflammation throughout the 
dermis. Granulomas were made up of histiocytes 
and a few lymphocytes, neutrophils with histiocytic 
palisades around degenerated collagen. There were 
also intact neutrophils and nuclear dust with moderate 

Figure 1: Multiple skin colored to brownish papulonodular lesions 
around left elbow with post-biopsy crusting

Figure 2: Skin biopsy showing normal epidermis and nodular 
infiltrates in the dermis with scant mucin (H and E, ×25) 
Neutrophilic dust and intact neutrophils along with degenerated 
collagen, fibrin, and mucin surrounded by the palisades of 
histiocytes (H and E, ×200)

Figure 3: Alcian blue stain at pH 2.5 showing bluish stringy mucin 
deposited interstitially (Alcian blue, ×200)

fibrin deposition within walls of small vessels and 
thickened collagen at places with fibroplasia in 
lower dermis [Figure 2]. Alcian blue stain at pH 2.5 
confirmed interstitial mucin deposition [Figure 3]. 
On clinicopathological correlation, a diagnosis of 
neutrophilic palisaded and granulomatous dermatitis, 
well developed stage was made. 

The patient was investigated for underlying systemic 
cause. On investigations, we found hemoglobin 14.4 
g%, with normal complete and differential blood 
count, erythrocyte sedimentation rate of 15 mm at 
the end of one hour, normal liver and kidney function 
tests, thyroid profile (T3, T4, and thyroid stimulating 
hormone), and blood sugars. Ultrasound examination 
of the abdomen and radiograph of left elbow joint 
was normal. Antinuclear antibodies, anti-dsDNA 
antibodies, rheumatoid factor, and ELISA for human 
immunodeficiency virus antibodies turned negative. 
Urine and stool examination was normal as also 
muscle enzymes and anti-streptolysin-o antibody titre. 
No underlying cause could be found in our patient.

The patient was prescribed tablet dapsone 100 mg 
per oral daily at nighttime along with potent topical 
steroid cream and is under follow up.

Palisaded neutrophilic and granulomatous dermatitis 
(PNGD) is an umbrella term proposed by Chu et al, 
to encompass clinical and histological spectrum of 
disorders such as rheumatoid nodules, interstitial 
granulomatous dermatitis with arthritis, Churg-Strauss 
granuloma and superficial ulcerating rheumatoid 
necrobiosis.[2,4]

Clinically, it usually presents with lesions that are 
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distributed often symmetrically. Overlying epidermis 
may be normal.[1,4,5] Most commonly lesions are seen 
over distal upper extremity or fingers, though other 
sites such as thighs, trunk, and lower back are known 
to be affected.[1] Most of the patients are asymptomatic 
but pain, tenderness, or itching may occur. The 
condition may persist indefinitely.[1,4]

Various associations of PNGD include connective 
tissue disorders, such as rheumatoid arthritis, 
diabetes, thyroid dysfunction, systemic vasculitis, 
lympho-proliferative diseases, inflammatory bowel 
disease, Wegner’s granulomatosis, Behcet’s disease, 
sarcoidosis, and infective endocarditis.[1,2,5] Misago 
et al,[3] have reported a 60-year-old lady with PNGD 
presenting as multiple tender nodules involving both 
upper and lower extremities without any underlying 
cause. 

Histologically PNGD shows three patterns with 
sometimes overlapping features, depending on age 
of the lesions. Early lesions show leucocytoclastic 
vasculitis like changes, fully developed lesions 
resemble granuloma annulare and at the other end 
of the process, it resembles necrobiosis lipoidica.[2,4] 
Thus histopathology differs at each stage leading 
to a long list of differential diagnoses such as 
vasculitis, interstitial granuloma annulare, interstitial 
granulomatous dermatitis with/without arthritis, etc., 
and clinicopathological correlation is needed to make 
the diagnosis. 

Various treatment modalities tried include oral steroids, 
dapsone, colchicine, cyclosporine, cyclophosphamide, 
hydroxychloroquine, and nonsteroidal anti-
inflammatory agents with variable success rate. Oral 
steroids appear to be the most beneficial therapy.[1,4]

We believe PNGD in our patient may represent a 
premonitory sign of occult systemic disease, which 
may appear later, and thus long-term follow up is 
warranted.
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Using a simple Jeweler's loupe 
as a dermoscopic instrument

Sir,
Dermoscopy, also known as dermatoscopy, 
epiluminescence microscopy, surface microscopy, and 
incident light microscopy, is an in vivo noninvasive 
technique mainly used for the evaluation of 
pigmented lesions of the skin and accessible mucosa. 
When performed by an expert, it can significantly 
improve sensitivity and specificity of diagnosis of 
skin lesions, especially pigmented skin lesions. In 
the case of pigmented skin lesions, it helps in triage 
– both by early treatment of necessary cases and 
by avoiding unnecessary biopsies and excisions 
in benign conditions.[1] Dermoscopy is being 
increasingly used for easier and better diagnosis of a 
number of nonmelanocytic lesions, including benign 
lesions such as hemangiomas, basal cell carcinoma, 
seborrheic keratosis, actinic keratosis, Bowen’s disease, 
squamous cell carcinoma, etc. and even infections and 
infestations such as scabies and warts.[2-4]

The basic technique of dermoscopy involves the use of 
a device similar to an otoscope, which generates a beam 
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