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Figure 5: Ultrasonography right cheek

Figure 6: 3 weeks after the drainage of abscesses

of zygomaticus major muscle into dermis or dermal tethering 
effect of zygomaticus major muscle which may be bifid.[3,4] 

Dimples, however, may also be acquired and are often seen 
after localized trauma over the face.

Dimple surgery is a simple out patient procedure done under 
local anesthesia. The dimple is created with the help of a punch 
biopsy instrument by an intraoral approach and a circular core 
composed of mucosa, submucosal fat, and cheek muscles is 
removed sparing the skin. This creates a shallow cylindrical-
shaped defect under the skin. A suture is then taken through 
the cheek muscle on one side of the defect, then through the 
dermal layer of the skin and finally through the cheek muscle 
on the other side of the defect. The knot is then tied resulting 
in dimpling of the skin.

Usually, dimple surgery is an extremely safe procedure, but 
like any other surgical procedure, there are inherent risks. The 

risk of bleeding during or after dimple creation is quite low. 
Infection is exceedingly rare and the risk is minimized with 
proper oral hygiene and antibiotics. The risk of injury to the 
buccal branch of facial nerve is extremely uncommon. However, 
early recognition and management of complications is important 
to avoid unpleasant aesthetic results.

Sanjay Saraf, Ramesh Pillutia 
Department of Plastic Surgery, NMC Speciality Hospital,  

Dubai, UAE

Address for correspondence: Dr. Sanjay Saraf, 
Department of Plastic Surgery, NMC Speciality Hospital,  

Dubai, UAE. 
E-mail: drsaraf@hotmail.com

DOI: 10.4103/2229-5178.73260 

REFERENCES

1. Argamaso RV. Facial dimple: Its formation by a simple technique. Plast 
Reconstr Surg 1971;48:40-3.

2. Pentzos Daponte A, Vienna A, Brant L, Hauser G. Cheek dimples in 
Greek children and adolescents. Int J Anthropol 2004;19:289-95.

3. Gassner HG, Rafii A, Young A, Murakami C, Moe KS, Larrabee WF 
Jr. Surgical anatomy of the face: Implications for modern face-lift 
techniques. Arch Facial Plast Surg 2008;10:9-19.

4. Pessa JE, Zadoo VP, Garza PA, Adrian EK Jr, Dewitt AI, Garza JR.  
Double or bifid zygomaticus major muscle: Anatomy, incidence, and  
clinical correlation. Clin Anat 1998;11:310-3.

Progressive and symmetric 
erythrokeratoderma of adult 
onset: A rare case
Sir,
A 28-year-old farmer presented to us with dry, scaly plaques 
over dorsa of hands, knees, sides of trunk and anterolateral 
thighs, of 6 years duration, with a progressive increase in the 
past 1 month. The condition initially started as dryness and 
fissuring of dorsa of hands, followed by scaling. The lesions 
used to heal with hypopigmentation. He also developed diffuse 
scalp scaling and itching over the lesions in the past 1 month. 
He did not give any history of oozing, vesiculation, pustulation, 
photoaggravation, allergy to fertilizers or plants, or any systemic 
complaint. He used to consume alcohol occasionally. There was 
no similarly affected member in the family. He did not take any 
long-term oral medication prior to the onset of the lesions. He 
was a product of non-consanguineous marriage, with normal 
birth history and milestones.

Systemic examination was normal. Skin examination 
revealed dry, scaly, well-demarcated plaques with fissures 

Letters to Editor

Azhar
Rectangle

Azhar
Rectangle



44 Indian Dermatology Online Journal - December 2010 - Volume 1 - Issue 1

Letters to Editor

over dorsa of both the hands, elbows, knees, ankle, and shin  
[Figures 1 and 2], associated with palmoplantar keratoderma. 
There were less demarcated and less scaly plaques over both 
axillae and scapular regionswith diffuse scaling over scalp, 
waist, and buttocks. We came to a differential diagnosis of 
pityriasis rubra pilaris, psoriasis and progressive symmetric 
erythrokeratoderma; an initial diagnosis of pellagra was later 
abandoned in view of his detailed history. All routine blood 
investigations were within normal limits, and a 4 mm skin 

punch biopsy specimen helped us to rule out psoriasis and 
pityriasis rubra pilaris and clinch the diagnosis to symmetric 
progressive erythrokeratoderma. The H&E stained biopsy 
section showed hyperkeratosis, parakeratosis and acanthosis 
with mild spongiosis and a patchy lymphohistiocytic infiltrate 
in the upper dermis, which was consistent with progressive 
symmetric erythrokeratoderma (PSEK) [Figure 3]. He was 
started on Acitretin 25 mg/day perorally, and he improved 
considerably on follow-up at 1 month.

The erythrokeratodermas are a rare group of genodermatoses, 
characterized by well-defined hyperkeratotic erythematous 
plaques, either constant or migratory. There are three well-
recognized clinical types, all occurring in childhood with varying 
genetic mutation and clinical presentations: erythrokeratoderma 
variabilis, erythrokeratoderma en cocardes, and PSEK. All have 
similar, nonspecific histopathology showing hyperkeratosis, 
parakeratosis, acanthosis, and papillomatosis.[1] Progressive 
symmetric erythrokeratoderma or Gottron’s disease is a rare 
autosomal disorder of cornification with variable penetrance 
associated with frame shift mutations in the loricrin gene, 
characterized by epidermal hyperproliferation, which was first 
reported by Darrier in 1886 and further elucidated by Gottron in 
1922. Since then, less than 50 cases have been reported in the 
literature.[2,3] It is usually seen in first decade as well-demarcated 
erythematosquamous plaques symmetrically distributed over 
head, cheeks, shoulder girdle, and buttocks, along with limited 
plaques over ankles and wrists.[1] The disease progresses 
over the next few years and then remains stable over time, 
with morphology, color, and site remaining constant.[4] Positive 
family history can be obtained in only about 50% patients and 
rest of the cases are due to spontaneous insertional mutation 
in Loricrin gene. The diagnosis is invariably clinical, as loricrin 
gene analysis is difficult in hospital settings and microscopy 
is nonspecific at best. The treatment includes systemic and 
topical retinoids, keratolytics and glucocorticoids, which have 
variable efficacy. 

Figure 1: Erythematous hyperkeratotic scaly plaques over knees and 
dorsae of hands

Figure 3: Photomicrograph showing hyperkeratosis, parakeratosis, 
and acanthosis with mild spongiosis of epidermis, and a patchy 
lymphohistiocytic infiltrate in the upper dermis (H&E, ×10)

Figure 2: Dorsae of feet showing erythematous hyperkeratotic plaques 
with dystrophic toe nails
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The peculiarity of this case is its relatively late onset, which 
has not been mentioned in literature, though an adult onset 
case of erythrokeratoderma variabilis resistant to oral retinoid 
therapy has been reported.[5]
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Fexofenadine in higher doses 
in chronic spontaneous 
urticaria
Sir,
Nonsedating antihistamines are recommended as first-line 
treatment for patients with urticaria. In chronic spontaneous 
urticaria, wheals arise spontaneously for more than 6 weeks 
without external physical stimuli. The current European 
Academy of Allergology and Clinical Immunology/Global 
Allergy and Asthma European Network/European Dermatology 
Forum (EAACI/GA2 LEN/EDF) guidelines call for updosing 
of nonsedating antihistamines (up to four times the standard 
dose) in urticaria patients who do not respond satisfactorily to 
the standard doses.[1] There are a few studies carried out to 
assess the efficacy of such a recommendation.

Fexofenadine is one of the several second-generation H1-
antihistamines approved for the treatment of various allergic 
disorders; however, it shows numerous unique properties that 
make it an optimal choice for many patients. Fexofenadine is 

devoid of sedative and anticholinergic effects and may offer 
equivalent or greater efficacy in treating allergic disorders 
compared with other currently available second-generation 
H1-antihistamines.[2]

We tried fexofenadine in chronic spontaneous urticaria in 
higher doses. Thirty-seven patients (17 females and 20 males; 
age group, 18-60 years; mean age, 35.13 years) with chronic 
spontaneous urticaria for at least 6 weeks; and pruritus, wheal 
score of more than 2 were enrolled after obtaining an informed 
written consent. The exclusion criteria included physical 
urticaria, urticarial vasculitis, pregnant or lactating women, 
gastritis, a history of sensitivity to aspirin or nonsteroidal anti-
inflammatory drugs (NSAIDs), hypertension, diabetes, kidney 
diseases and a history of aggravation of symptoms by pressure. 
Routine investigations like complete blood count, blood sugar, 
thyroid stimulating hormone (TSH) and urine examination 
were done to rule out infections before starting therapy. All 37 
patients had chronic spontaneous urticaria of duration ranging 
from 3 months to 2 years (mean duration, 7.84 months).

After a 1-day washout without treatment, we graded symptoms 
using the urticaria activity score (UAS). The UAS measures 
two symptoms — number of wheals and intensity of itching 
— each on a 0-3 scale each day. The UAS was recorded by 
each patient daily and was obtained from the patients weekly. 
The number of wheals was scored from 0 to 3: 0, no wheals; 
1, less than 20 wheals; 2, 20-50 wheals; 3, >50 wheals almost 
covered large confluent areas of wheals. Severity of itch was 
scored as 0, none; 1, mild; 2, moderate; and 3, severe. One has 
to add both these scores, viz., for both the number of wheals 
and the severity of itch, on a given day for each of the days in 
a given week to get the weekly UAS [Table 1]. The possible 
weekly aggregate UAS thereby ranged from 0 to 42.[3] Sedation 
was graded from 0 to 3 (0, none; 1, mild; 2, moderate; and 3, 
severe). To monitor urticaria, we recorded UAS at the beginning 
and at the end of 1 week, 2 and 4 weeks of treatment.

All patients were started with fexofenadine 180 mg tablet in 
the morning after breakfast. Patients were reviewed at weekly 
intervals for 4 weeks. For symptomatic patients, the dose of 
fexofenadine was doubled to 360 mg of fexofenadine (2 tablets) 
in two divided doses at the end of 1 week; and 3 tablets of 

Table 1: Urticaria activity score
Score Wheals Pruritus

0 None None

1 Mild (<20 wheals/24 h) Mild (present but not
annoying or troublesome)

2 Moderate (20-50 
wheals/24 h)

Troublesome but
does not interfere with sleep

3 Intense (>50 wheals/24 h
or large confluent
areas of wheals)

Severe pruritus, which is
sufficiently troublesome to 
interfere with normal daily 
activity or sleep
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