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Dear editor,
As mentioned in the article in question, the selected control 

group had 21 volunteers without skin diseases and without gas-
trointestinal symptoms.1 This group was composed of people with 
similar socioeconomic status as the patients and who were accom-
panying those patients during the visits or who had been attended 
at a neighboring outpatient clinic. We agree that our control group 
had a small number of participants because of the difficulty in get-
ting healthy people willing to undergo blood collection without any 
material gain in return.

The methods for the diagnosis of Helicobacter pylori are di-
vided into invasive and non-invasive. In our study, we used the Elisa 
serological test, a noninvasive method ideal for epidemiological stud-
ies, based on the identification of H. pylori-specific IgG antibodies in 
the patient’s serum. However, the has some restrictions. It only de-
tects host exposure to the bacterium, without diagnosing active in-
fection (true infection) (Krogfelt et al., 2005).2 We chose this method 
due to its reduced cost and the low complexity of accomplishment 
in relation to other diagnostic methods. We believe that the patient’s 
contact with H. pylori alone is sufficient to trigger the immunological 
cascade implicated in the pathogenesis of psoriasis. As in our study, 
Qayoom and Ahmad detected H. pylori antibodies in 40% of psoriasis 
patients and 10% of control subjects (healthy subjects without gastro-
intestinal complaints) and concluded that H. pylori plays a causal role 
in the pathogenesis of psoriasis.3 Similarly, Fathy et al. compared 20 
plaque psoriasis patients with 20 healthy volunteers, matched for age 

and gender, and tested them for H. pilory antibodies using the Elisa 
test. The mean prevalence of seropositivity in psoriatic patients was 
significantly higher when compared to controls. Also, the high values ​​
correlated with the severity of the disease. They concluded that there 
is a link between H. pylori and psoriasis and that the bacterium may 
also influence the pathogenesis of the disease.4 q
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 Dear Editor,
Lichen planus follicularis tumidus (LPFT) is an extreme-

ly rare variant of lichen planus (LP). Clinically, it is characterized 
by white-to-yellow milia-like cysts and comedones, and red-
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dish-to-violaceous plaques. Although it is usually asymptomatic, 
it may be slightly itchy.1 Its most common location is the retroau-
ricular region, but it has also been rarely described in the bilateral 
retroauricular area and on the cheeks and neck.2-4 Histopathology 
of LPFT shows slightly hyperkeratotic or normal epidermis, which 
is accompanied by follicles and cysts, filled with orthokeratotic 
keratin, surrounded by dense lichenoid band-like lymphocytic in-
filtrate, wedge-shaped hypergranulosis, vacuolar degeneration of 
the basal zone, pigment incontinence and rare colloid bodies in the 
papillary dermis.4 This characteristic morphology and histopathol-
ogy of LPFT clearly resembles lichen planopilaris. Here we report 
a rare case of LPFT concomitant with Hashimoto’s thyroiditis.

A 54-year-old female patient presented to our clinic with a 
pruritic, dark-brown pigmented lesion in the left retroauricular re-
gion. The patient noticed the lesion 2 years before but observed no 
changes in appearance to date. Her medical history was unremark-
able. She denied using any topical treatment, cosmetic products, or 
hearing aids. Physical examination revealed a reticular erythema-
tous hyperpigmented tumid violaceous plaque and 1-2 mm mil-
ia-like white-to-yellow papules (Figure 1). Dermoscopy of the lesion 
revealed irregular brownish-blue pigment network, milia-like cysts, 
and comedo-like openings (Figure 1). We observed no hair, nail, or 
mucous membrane alterations.

Histopathological examination of biopsy specimen taken 
from the tumid pigmented plaque with milia-like cysts revealed 
hyperkeratosis, wedge-shaped areas of hypergranulosis, irregular 
acanthosis, and destruction of the basal layer. The upper dermis 
showed a band-like lymphohistiocytic infiltrate and prominent pig-
ment incontinence. The papillary dermis revealed some rare areas of 
eosinophilic colloid bodies (Figure 2). Also, this lymphohistiocytic 
inflammatory infiltrate surrounded hair follicules and cysts in the 
dermis. The cysts that were surrounded by stratified squamous ep-
ithelium were filled with orthokeratotic keratin (Figure 2). Direct 

Figure 2: A: Hyperkeratosis, wedge-shaped hypergranulosis, irregu-
lar acanthosis, and destruction of basal layer (Hematoxylin & eosin 
X20). B: The upper dermis had a band-like infiltration of lymphohis-
tiocytes and prominent pigmentary incontinence (Hematoxylin & 
eosin X40). C: The papillary dermis reveals colloid bodies (arrow).  
D: Presence of lichenoid infiltrate surrounding hair follicles and cysts 
filled with orthokeratin (Hematoxylin & eosin X20)
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Figure 1: A: Tumid reddish/violaceous plaque with white-to-yellow 
milia-like papules.  B: Close-up of the lesion. 1C: Dermoscopic fea-
tures of the lesion: irregular brownish-blue pigment network, mil-
ia-like cysts and comedo-like openings
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immunofluorescence (DIF) examination was negative. Routine lab-
oratory tests and serological tests were within normal range, but 
anti-thyroglobulin antibody (130.8 IU/ml) and anti-thyroid peroxi-
dase antibody (230.2 IU/ml) were very high. The patient consulted 
with an endocrinologist who performed a thyroid ultrasonography. 
Her thyroid gland was normal size and nodular formation was not 
detected. Doppler ultrasonography demonstrated a slight increase 
in blood flow. She was diagnosed with the subclinical stage of 
Hashimoto’s thyroiditis without any symptoms. Based on the clini-
cal and histological course of the disease, we diagnosed LPFT.

LPFT is characterized by tumid violaceous plaques with 
multiple white-to-yellow cysts and comedones. It is usually as-
ymptomatic and most commonly affects the postauricular region. 
Although LPFT has been reported in association with other diseas-
es such as hepatitis B and C,4 it has not been reported in association 
with autoimmune diseases yet. 

LPFT can be easily differentiated from other cutaneous 
diseases. Histopathologically, it can be differentiated from nevus 
comedonicus by its evolution. Follicular mucinosis is ruled out by 
the lack of mucin in the follicles. Discoid lupus erythematosus is 
excluded by DIF and follicular mycosis fungoides with folliculot-
ropism and the presence of perifollicular infiltrate of atypical T 
lymphocytes.4 However, differentiating LPFT from milia en plaque 
(MP) and lichen planopilaris may be challenging. Histologically, 
no lichenoid reaction is found in MP, but it has been speculated 
that MP is the sequel to previous LPFT.4 Lichen planopilaris (also 
called follicular LP) is a clinical variant of LP and these entities are 
generally associated with T-cell-mediated autoimmune disorders.5 
Therefore, patients with LPFT should be thoroughly investigated 
in terms of autoimmune diseases, as we did with our patient.
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We observed a slightly itchy, tumid, violaceous plaque in 
our patient only in the left retroauricular region and classic lichen 
planus lesions or systemic symptoms of hypothyroidism were 
not present. Histopathological examination, besides the pathog-
nomonic findings of lichen planus, revealed band–like lichenoid 
infiltrate surrounding the follicles and cysts. Therefore, identifying 
this entity was critical to reach the LPFT diagnosis and to detect 
the underlying autoimmune disease.

LPFT tends to be chronic, relapsing, and hard to treat. 
Consequently, all current treatments available are generally dis-
appointing. In our patient, as LPFT is hard to cure and was local-
ized in a small area, clobetasol propionate cream 0.05% therapy is 
recommended despite the retroauricular localization of the lesion. 
Additionally, we warned our patient to come to our endocrinology 
department for control as soon as she noticed symptoms of hypo-
thyroidism or every 6-12 months.

We decided to report on this case not only because LPFT 
is a very rare clinical variant, but also because it was observed for 
the first time with autoimmune thyroiditis in the present case. q
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 Dear Editor,
A 43-year-old man with no relevant personal background or 

chronic medication presented with a symmetrical and sharply de-
marcated erythema on the buttocks and both inner thighs, with a 
V-shaped pattern, also affecting the lower abdomen and cubital and 
axillary folds (Figure 1). The patient denied other symptoms or fever. 
Blood cell count and serum biochemistry analysis were normal. He 
had been started on clarithromycin for a respiratory infection 7 days 
before, and denied previous contact with clarithromycin or intake 
of other medications during the previous weeks. We suspected of 
cutaneous adverse reaction to clarithromycin, more precisely baboon 
syndrome, taking into account the pattern of distribution. We sus-
pended the drug and prescribed topical corticosteroids and an anti-
histamine with significant improvement of the lesions. Two months 
after complete resolution, we performed patch tests with the Portu-
guese Contact Dermatitis Group Standard Series and clarithromycin 
(1%, 5%, and 10% petrolatum) with a positive result for the drug.

The term “Baboon Syndrome” (BS) was originally intro-
duced to describe a skin eruption resembling the red gluteal area 
of baboons, noted in 3 patients previously sensitized to mercury, 
nickel, and ampicillin by topical contact and subsequent systemic 
exposure to the same substances.1

The acronym SDRIFE (Symmetrical Drug-Related Inter-
triginous and Flexural Exanthema) was proposed for systemically 
induced cases with the classical baboon distribution pattern and 
without previous cutaneous sensitization.2 In an attempt to better 
define the terms and classify the cases previously described in the 
literature, Miyahara et al. divided BS into classical BS (contact al-
lergen-induced, excluding drugs), topical drug-induced BS (con-
tact allergenic drug-induced related to systemic absorption due 
to topical exposure), systemic drug-induced BS (contact allergenic 
drug-induced related systemic exposure), and SDRIFE (exposure to 
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