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Granuloma faciale: A master 
masquerader?
Granuloma faciale (GF) is a rare disease of unknown etiology, 
described by John Edwin Mackonochie Wigley (1892‑1962) 
in 1945, as Boeck’s sarcoid, and Pinkus, in 1952, suggested 
the term granuloma faciale.[1] It is characterized by rather 
asymptomatic facial papules, plaques, and nodules of 
varying sizes and colors.[2] Rarely, lesions may be painful 
or itchy. Lesions usually involve sun‑exposed areas such as 
cheeks, nose, forehead, chin, external ear, and preauricular 
areas. GF lesion mimicking rhinophyma has been reported.[3] 
Extrafacial lesions may develop occasionally on scalp, 
trunk, breast, and extremities.[4‑6] Lesions have a smooth 
surface with follicular accentuation giving a peau de 
orange appearance and occasional telangiectasia. There 
are rare reports of keloidal variants of GF occurring on the 
face and extrafacial sites such as shoulder.[6,7] A mucosal 
variant of GF, eosinophilic angiocentric fibrosis  (EAF), 
an unusual fibrotic condition affecting the mucosa of the 
upper respiratory tract, has been reported recently. This 
is histologically identical to GF and may be associated 
with cutaneous lesions of GF.[8] Histologically, GF shows 
evidence of leukocytoclastic vasculitis with extensive fibrin 
deposition.[1]

GF is a disease of the middle age and males are frequently 
affected. Although it is common in whites it has been reported 
rarely in Japanese and blacks. Sun exposure, polyclonal 
expansion of CD3+, CD4+, CD8+, and CD30+ T cells with 
upregulation of cytokines such as IL5[9] and gamma interferon[10] 
with subsequent inflammatory cell infiltration, have been 
thought to be etiological factors of GF.

GF is supposed to be a great mimicker clinically. It may resemble 
several dermatoses such as Sweet syndrome, Kimura’s 
disease, cutaneous T‑cell lymphoma, pseudolymphoma, 
lupus erythematosus, Jessner’s lymphocytic infiltration, 
lymphocytoma cutis, sarcoidosis, and even insect bite 
reaction.[2]

Skin biopsy is often diagnostic even though there is no 
granuloma seen histologically (histologic misnomer). A grenz 
zone, polymorphic infiltrate composed of predominantly 
eosinophils, neutrophils, histiocytes, plasma cells and 
lymphocytes, perivascular inflammation with nuclear dust, 
extravasation of erythrocytes, and extensive deposition of 

fibrin and hemosiderin suggest that GF could be a subtype of 
leukocytoclastic vasculitis.[1]

Of late, dermoscopy has been found to be a novel  
diagnostic tool for GF. Translucent whit ish‑grayish 
structureless areas, intermingled with orthogonal whitish 
streaks, focused and elongated telangiectasias, or a 
pink background with whitish areas are the reported 
dermoscopic findings in GF.[11]

GF is usually resistant to therapy. Various treatment 
modes have been tried with variable effects such as topical 
tacrolimus,[12] topical and intralesional corticosteroids, dapsone, 
antimalarials, isoniazid, clofazimine,[3] and topical nitrogen 
mustard. A  variety of surgical procedures such as surgical 
excision, dermabrasion, argon laser, pulsed dye laser, carbon 
dioxide laser, electrosurgery, and cryotherapy have been tried 
for the management of GF.[13]
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Porokeratosis and malignant 
melanoma: A causal or 
incidental association?
Sir,
Porokeratosis is a rare keratinization disorder clinically 
characterized by annular brownish macules with an 
atrophic or depressed center and a raised, sharply 
marginated keratotic border, and histologically by a cornoid 
lamella.[1] The ethiopathogenesis of this process is complex 
and multifactorial,[2] and it is not clearly understood. It has 
been speculated that it comes from the proliferation of 
abnormal clones of epidermal keratinocytes, which may 
be triggered by several stimuli, such as sunlight exposure, 
radiation therapy, or immunosuppression, in genetically 
predisposed patients.[1‑3]

There are five main clinical variants of porokeratosis. The 
coexistence of porokeratosis and skin cancer is rare. The 
greatest risk is achieved in large and long duration lesions and 
in linear porokeratosis.[2]

We report the case of a 59‑year‑old white, female, 
Fitzpatrick III skin phototype, with 18  years history of 
erythematous scaly papules on the upper and lower limbs. 
She denied immunosuppressive treatments and family 
history of porokeratosis. The diagnosis of disseminated 
superficial actinic porokeratosis  (DSPA) was confirmed 
after clinical and histopathologic correlation. Since then, 
the patient was submitted periodically to cryotherapy, 
electrofulguration, and CO2 laser of lesions, with good 
cosmetic results. On the last visit, the patient reported a 
4 months history of an irregular, hyperpigmented plaque 
on the right forearm [Figure 1]. We performed an excisional 
biopsy that showed an ulcerated superficial spreading 

Figure 1: Malignant melanoma—Clinical presentation
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malignant melanoma (4 mm of depth, Clark level IV, 
angioinvasion and neurotropism absent) with a cornoid 
lamella at the edge of the melanocytic tumor [Figure  2]. 
On the full‑body computed tomography scan, there was 
no evidence of metastatic disease, and the patient was 
submitted to reexcision with 2  cm margins and sentinel 
lymph node biopsy, which was negative (Stage IIC).

The association of porokeratosis and malignant neoplasm is 
estimated between 6.9% and 11.6%.[2‑4] The most frequent 
tumors identified are “in  situ” and invasive squamous cell 
carcinoma, and less‑frequent basal cell carcinoma.[2‑4] The 
association with melanoma had been reported once by Maubec 
and colleagues.[3]

P53 gene has a wide spectrum of mutations, which are present 
in half of all tumors.[5] It has also been suggested that it is 
a major suppressing player in the progression from nevus 
to melanoma.[5] In the lesions of porokeratosis, Magel et al. 
showed an overexpression of p53 in the nuclei of, mainly, 
basal keratinocytes within or under the cornoid lamella.[4] 
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