370 Letters

We have no explanations for the association of serum UA
levels with pain in LU; however, it is possible to hypothesize that
an individual with higher levels of UA in the blood may also have
higher UA levels in the ulcerated wound.

The association of UA with presence of fibrin was also ob-
served. The accumulation of fibrin in tissues results from fibrinogen
escape through capillary pores enlarged by increased local venous
pressure. Burnand et al.° suggested that pericapillary fibrin affects
the diffusion of oxygen and nutrients, favoring ischemia and im-
pairing healing. Thus, it is possible to theorize that elevated levels
of UA are associated not only with the presence of fibrin but also
with oxygenation impairment and diminished healing. However,
we have not been able to demonstrate this last hypothesis.

We conclude that UA levels are associated with pain sever-
ity and with the local formation of fibrin in LU, demonstrating that
this radical is somehow involved in the pathophysiology of chronic

ulcers. Q
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Dear Editor,

We describe three female patients with recurrent episodes
of skin lesions that were diagnosed with Wells” syndrome (WS). The
first case we report is a 37-year-old female patient that has presented
with red, infiltrated, circular plaques with high and precise borders
for the past two years. Some lesions show a central dissected blis-
ter, as well as erythematous maculas on the periphery; lesions are
asymptomatic and located on the face and upper limbs (Figure 1).
The episodes resolved spontaneously in approximately eight weeks
and reoccurred, on average, every two months. The second case
is a 34-year-old white woman who has shown recurrent erythem-
atous-edematous plaques and papules with central desquamation
for the last five years; the lesions first appeared after her first preg-
nancy. Initially, the lesions were limited to the left forearm, howev-
er they later affected the sternal region, being more intense in each
crisis. The third case is a 42-year-old white female patient that has
presented pruritic erythematous-edematous plaques with papules
for 6 months in the cervical region and asymptomatic erythematous
maculas on the left shoulder. (Figure 2). Peripheral eosinophilia was
only observed in one patient. The anatomopathological findings of
the three patients showed eosinophilic inflammatory infiltrate com-
patible with WS (Figure 3). In all three cases, treatment with oral ste-
roids led to the disappearance of the lesions but relapses occurred
after the drug was discontinued. Late diagnosis of WS is common,

Received 07 November 2017.

Accepted 07 August 2018.

*  Work conducted at the Hospital Regional de Presidente Prudente,
Universidade do Oeste Paulista, Presidente Prudente (SP), Brazil.
Financial support: None.

Conflict of interest: None.

Dermatology Service, Hospital Regional de Presidente Prudente,
Universidade do Oeste Paulista, Presidente Prudente (SP), Brazil.
2 RSP Dermatologia, Ribeirdo Preto (SP), Brazil.

MAILING ADDRESS:
Lilian Geronimo Brasileiro
E-mail: dermatolilianbrasileiro@gmail.com

©2019 by Anais Brasileiros de Dermatologia

@) ov-ne



Letters

FIGURE 1:
Erythema-
tous-edematous
plaques with
high and precise
borders in the
upper limbs

FIGURE 2: Brow-
nish-erythema-
tous lesion in the
left shoulder

mainly due to the polymorphism of cutaneous lesions and the ab-
sence of well-established diagnostic criteria and pathognomonic as-
pect. Thus, a wide range of differential diagnoses is possible, such
as Sweet’s syndrome, erythema multiforme, lupus erythematosus,
and bacterial cellulitis .»* The etiopathogenesis remains unknown
but the hypothesis of type IV hypersensitivity reaction, sensitizing
T lymphocytes, has been suggested.® Eosinophil, the main patho-
physiological element, is believed to be cytotoxic and protein-se-
creting of cellular modulators, such as histamine, cationic proteins
and free radicals. As a circulating cell, the eosinophil migrates to
various tissues through chemotactic stimuli of T lymphocytes, ke-
ratinocytes, and mast cells. The involvement of interleukin (IL)-2 in
the degranulation of eosinophils in patients with eosinophilia, such
as SW, has been suggested. Eosinophils of these patients express the
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IL-2 receptor a-chain (CD25) and platelet-activating factor, thus IL-2
would stimulate the release of eosinophilic cationic protein from CD
25.24 Eosinophils are activated by cytokines of type 2 helper (TH2)
cells, which produce IL-4 and IL-5. IL-5 would attract eosinophils
and regulate their adhesion molecules. CD4 + and CD7- circulating
cells in patients with WS participate in the production of IL-5. An
increase in the ratio of CD3 + and CD4 + suggests that activation
of T cells is involved in the pathogenesis of WS. Systemic involve-
ment is rare, but fever, malaise, and arthralgia are described. Clini-
cally, the initial symptoms of the disease include ardent prodromes,
mild pruritus, and the presence of well-defined annular or arcuate
plaques, sometimes with a violet halo, erythematous nodules, infil-
trates, vesicles, hemorrhagic blisters or hives. These lesions evolve
rapidly during the first 2 - 3 days and then shrink, reducing the ede-
ma to a brownish-gray, residual, transient, sclerodermiform hyper-
pigmentation. The spontaneous resolution occurs in 4 to 8 weeks.!?
The predominant topographies are the lower limbs, followed by the
upper limbs, trunk, face and neck.® In terms of histopathology, three
stages are recognized. At first, there is dense dermal infiltrate, rich
in eosinophils and extending up to the subcutaneous tissue. The
second stage is characterized by the appearance of flame figures,
which consist of a dense aggregate of adherent eosinophilic grains
surrounding the collagen.® In the last stage, the flame figures are
surrounded by histiocytes and multinucleated giant cells with a
foreign body reaction arranged in palisade .° Although the flame
figures are characteristic of WS, they are not pathognomonic as they
may be present in insect bites, pemphigoid, mastocytoma, derma-
tophytosis, scabies, scurvy, and eczemas."? The therapy of choice is
oral corticosteroid.” In cases where the drug is contraindicated or in
cases of therapeutic failure, other options have been described, such
as dapsone, minocycline, tetracycline, antihistamines, griseofulvin,
azathioprine, cyclosporine, mycophenolate mofetil, and anakinra.?
WS seems to be a reactional cutaneous state to several stimuli, thus
requiring research. Drug management is indicated, although spon-
taneous resolution of the condition may occur.
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Dear Editor,

Tinea faciei is a relatively uncommon superficial derma-
tophyte infection limited to the glabrous skin of the face.! Studies
define its classical presentation as single or multiple blemishes and
circular erythematous-scaling patches with central clearing.? On the
other hand, clinical manifestations are defined as atypical when the
inflammatory component is more severe, presenting follicular pap-
ules and pustules.? When atypical clinical manifestations are pres-
ent, the disease is known to mimic several disorders, such as cu-
taneous lupus erythematosus, rosacea, and granuloma annulare.'?*
Additionally, treatment with corticosteroids makes its presentation
incognito, becoming a great diagnostic challenge.® We report the
case of a patient with follicular tinea faciei incognito, an atypical
presentation of the disease, in which the diagnosis required a skin
biopsy and successful treatment required the use of systemic anti-
fungals.

A 31-year-old woman with no relevant medical history was
referred to our university hospital with a facial dermatosis that com-
promised nose, cheeks, periocular region, and forehead. The lesion
was characterized by an extensive erythematous and desquamative
plaque of about 10 centimeters in diameter in which pustules were
found in the central region and an inflammatory edge in the periph-
erical region (Figure 1). The lesion had appeared 4 months earlier,
after the patient underwent a biopsy of a benign nasal nevus. The
physical examination revealed no other remarkable findings and
there was no evidence of tinea pedis or unguium. The lesion grew
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