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focal parakeratosis, acanthosis and upper dermal perivascular 
mononuclear infiltrates consistent with GCS. The patient 
was managed with antihistamines and skin lesions cleared 
in two weeks. He had no recurrences in the subsequent six 
months of follow-up.
 
Episodes of jaundice in sickle cell anemia may be misleading in 
many cases, as it may either be part of the chronic hemolysis 
or due to transfusion related hepatotrophic viral infections. 
GCS represents a type IV cutaneous hypersensitivity reaction 
to various viral antigens including hepatitis B virus (HBV), 
Ebstein-Barr virus, Rota virus, Coxsackie virus (B and A 16), 
Parvo virus B19, Entero virus, Human herpes virus (HHV)-6, 
Parainfluenza virus, Cytomegalovirus (CMV), Adeno viruses, 
Poxvirus and Human immunodeficiency virus (HIV).[3,4] 

Among these viruses, HBV, CMV and Parvo virus B19 are 
quite common in patients with sickle cell disease and can 
be responsible for sickle cell crisis. The prevalence of HBV 
in sickle cell patients is 15%, as compared to 1% in control 
patients.[2] Features indicative of a HBV-related GCS include 
asymptomatic, discrete monomorphic flat-topped papules 
in the age group between six months to 12 years and 
perivascular mononuclear infiltrate with minimal spongiosis 
on histopathology.[3] These features may be different in 
Hepatitis-B negative individuals (pruritic pink pinhead sized 
vesicle-like papules.[5] 

The asymptomatic individual deep red papules of GCS in 
HBV infection are 5-10 mm in diameter develop first on 
the thighs and buttocks, then on the extensor aspects of 
the arms and finally on the face over a period of three or 
four days.[4-6] The eruption fades in two to eight weeks 
with mild desquamation. Recurrence is unlikely, but has 
been reported.[7] The clinical features of the eruption 
caused by the other agents cannot be distinguished from 
HBV-associated GCS.[6]  In our patient, it was the cutaneous 
manifestation that unmasked hepatitis B viremia as he 
presented with classical manifestations indicative of HBV-
related GCS. Hence GCS in a patient with sickle cell disease 
is of dual importance as it mandates the evaluation for 
hitherto unrecognized transfusion related infections that 
may be implicated in GCS.
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Letters to the Editor

Localization of varicella around Localization of varicella around 
cutaneous leishmaniasiscutaneous leishmaniasis

Sir,

A t y p i c a l  v a r i c e l l a  h a s  b e e n  a s s o c i a t e d  w i t h 
immunosuppression,[1] skin injury,[2] sun exposure[3] and 
preexisting cutaneous disease.[4] Localization of varicella 
lesions has also been described after sunburn.[5]

A 13-year-old boy was referred to us for evaluation of an 
ulcerative erythematous plaque (diameter: 30 x 25 mm) on 
his hand. His lesion began approximately one month before 
presentation in our clinic. He lived in an endemic area of 
leishmaniasis in Isfahan province of Iran. He did not have 
pruritic or painful lesions. Physical examination revealed an 
erythematous to violaceous indurated plaque with central 
ulceration on his left hand.

Based on the characteristics of the lesion and the place 
of his residence, the diagnosis of cutaneous leishmaniasis 
was suggested. A direct smear from the skin lesions was 
positive for Leishman body. Regarding the singularity 
and diameter of the lesion, it was planned to be treated 
with intralesional glucantime. The lesion was infiltrated 
with intralesional glucantime until the lesion and 1 mm 
surrounding it became blanched. The treatment was 
repeated every week.
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stibogluconate is another pentavalent antimonial compound 
that is used in the treatment of leishmaniasis. This drug has 
been reported to have an association with reactivation of 
varicella zoster virus (VZV). Hartzell et al reported a case 
of an immunocompetent adult who developed VZV aseptic 
meningitis and dermatomal herpes zoster during treatment 
with sodium stibogluconate.[8] 

Wortmann et al reviewed 84 patients with cutaneous 
leishmaniasis treated with sodium stibogluconate and 
revealed that three had developed herpes zoster during or 
shortly after receiving therapy. These authors demonstrated 
that the administration of Pentostam® for the treatment of 
cutaneous leishmaniasis results in lymphopenia that may be 
related to the subsequent occurrence of herpes zoster.[9]

Considering the fact that our patient had negative history 
for previous varicella infection and also the type of spread of 
his lesions, his diagnosis was more consistent with primary 
varicella infection rather than herpes zoster. Localization 
of varicella lesions around leishmaniasis ulcer has not been 
reported yet. This localization somewhat simulated satellite 
lesions of leishmaniasis. Direct smear and also Tzanck smear 
were used to rule out the satellite leishmaniasis lesions.

Perhaps the increased blood flow in erythematous skin 
allows greater exposure to viral particles[10] It may be that 
inflamed skin allows enhanced replication of the virus[11] 
or that increased capillary permeability allows the virus 
or viral-infected cells to migrate into the skin in these 
sites.[12] This possibility is supported by the fact that some 
reports have described vesicles localized to areas of prior 
trauma.[6] In addition, this finding may be related to the 
possible local immunosuppressive effect of the intralesional 
glucantime.[9] 
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Figure 1: Vesiculopustular lesions of varicella around 
leishmaniasis ulcer on the dorsum of the left hand

Letters to the Editor

After four sessions of treatments, the size and induration 
of lesion had decreased by about 60%. At this time, the 
patient developed fever and after one day, papulo-vesicular 
and pustular lesions on his face and then his trunk. He was 
referred to our clinic again and considering his negative past 
history for varicella, distribution and centrifugal spread of 
his lesions, a diagnosis of varicella was made for him. The 
diagnosis was confirmed by Tzanck Smear.

There was aggregation of varicella lesions around the 
lesion of leishmaniasis. In fact, although his right hand 
was completely spared during the course of varicella, his 
left hand (that was involved with cutaneous leishmaniasis) 
had many varicella lesions that were localized around the 
leishmaniasis lesion [Figure 1]. These lesions were positive 
for multinucleated giant cells in Tzanck smear and did not 
show any Leishman body on Giemsa stain. There were only 
a few lesions of varicella on his arms and forearms.

Varicella was treated with oral acyclovir tablet (20 mg/kg/dose) 
and recovered in seven days. His leishmaniasis lesion healed 
after several more injections of intralesional glucantime. 

In 1987, Shelley and Shelley reported three children to have 
striking localization of varicella lesions to skin overlying 
a diphtheria-pertussis-tetanus toxoid (DPT) immunization 
injection site, a facial abrasion and a sunburn of the trunk, 
respectively.[6] 

Many side effects are attributed to the intralesional 
administration of the glucantime. Masoudi et al. has reported 
side-effects such as sporotrichoid nodules, pyoderma, 
erysipelas, necrosis and urticaria following the use of 
glucantime for treatment of cutaneous leishmaniasis.[7] Sodium 
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Letters to the Editor

Effect of tazarotene on Effect of tazarotene on 
ichthyosiform erythroderma of ichthyosiform erythroderma of 
Tay’s syndromeTay’s syndrome

Sir, 
Tay’s syndrome, a rare autosomal recessive disorder 
reported by Dr. Tay Chong Hai in Singapore in the year 
1969, is characterized by icthyosiform erythroderma, 
trichothiodystrophy, brittle hair and nails, intellectual 
impairment, decreased fertility, short stature, progeria-
like facies and photosensitivity.[1] Emollients are helpful in 
improving skin discomfort and suppleness. Retinoid therapy 
and keratolytics have been tried with disappointing results.[1] 
We report control of ichthyosis in a case of Tay’s syndrome 
by topical application of tazarotene.

A 17-year-old male presented with trichorrhexis nodosa 
(diagnosed with light microscopy), ichthyosiform erythroderma 
[Figure 1], ectropion, reduced eyelashes, onychodystrophy, 

Figure 1: Ichthyosiform erythroderma in a patient of Tay’s 
syndrome (pre-treatment)

Figure 2: Marked reduction of erythema and scaling over the left 
site treated with tazarotene (post-treatment)

short stature, photosensitivity and reduced sweating and was 
diagnosed as Tay’s syndrome. 

A biopsy showed hyperkeratosis, hypergranulosis, mild 
acanthosis and follicular plugging over the treated site and 
the site treated with liquid paraffin showed hyperkeratosis, 
parakeratosis, acanthosis, neutrophil collections in the 
stratum corneum and neutrophil infiltrate around the blood 
vessels in the superficial dermis. 

He was initially treated with isotretinoin 20 mg for one 
month and responded partially to the treatment but was 
unwilling to continue because of the possible side-effects. 
He was then advised to apply tazarotene 0.1% twice daily 
on the left side of the entire back and liquid paraffin twice 
daily on the right side of the back. In two weeks significant 
improvement with reduction in erythema and scaling was 
seen on the tazarotene treated site as compared to the site 
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