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problem with DCP is increased susceptibility to infections, 
bacterial as well as candidal in the phase I of the treatment 
when the skin and mucosae are eroded. However, both 
are controlled by giving suitable antibiotics and/or anti 
candida drugs. Another problem requiring attention is 
reactivation of tuberculosis,[1,7] which can be treated by 
appropriate anti-tubercular treatment while DCP is being 
continued. Development of avascular necrosis of neck of 
femur 17 and 24 months in two patients after stoppage 
of DCP indicates that it is probably not directly due to 
DCP therapy[8] but is an independent post treatment 
phenomenon. Duration of posttreatment disease-free 
period has been more than five years (five to seven years) 
in all five patients. 

A relapse after receiving complete and regular treatment 
or during treatment does not mean that DCP therapy has 
failed completely. A second course of DCP regimen in such 
cases usually achieves the desired results as happened to 
our second case who developed relapse during the seventh 
month in phase III and was subsequently treated with second 
course of DCP regime. 
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Gianotti Crosti syndrome Gianotti Crosti syndrome 
associated with transfusion associated with transfusion 
acquired hepatitis B virus infection acquired hepatitis B virus infection 
in a patient of sickle cell anemiain a patient of sickle cell anemia

Sir,
Gianotti Crosti syndrome (GCS) is a self-limiting disease 
characterized by acrally located monomorphic papular 
or papulovesicular eruptions and may be associated with 
various infections including hepatitis B antigenaemia.[1] 
High frequency of hepatitis B infection has been noted 
among patients with sickle cell disease and clinicians 
should be aware that jaundice in these patients may be 
due to hepatitis B and not only due to hemolytic crisis.[2] 
This case report reappraises the significance of GCS 
in evaluation of GCS associated infections in children 
and especially in patients receiving multiple blood 
transfusions.

A 9-year-old boy, a known case of sickle cell disease with 
past history of recurrent jaundice, treated with multiple 
transfusions, presented with abrupt onset of itchy skin 
eruptions and yellowish discoloration of skin and sclera of 
one week duration. Monomorphic, flat-topped erythematous 
firm papules of varying sizes were seen distributed 
symmetrically over the face, buttocks and limbs sparing the 
trunk, popliteal fossae, palms, soles and mucosae. Except 
for icterus and cervical lymphadenopathy, rest of the general 
and systemic examination was normal. A clinical diagnosis 
of GCS was made.

Laboratory investigations showed hemoglobin of 7.8 
g/dl, PCV 22.3 and peripheral smear showed target cells, 
micro spherocytes and sickle cells and total leukocyte 
count of 6,700/mm3. Liver function tests showed indirect 
hyperbilirubinemia (total bilirubin 8.6 mg/ml and direct 
bilirubin 2.2 mg/ml) and mildly elevated liver enzymes (ALT- 
757IU, AST- 507IU). Hepatitis B surface antigen (HBsAg) was 
detected on enzyme-linked immunosorbent assay and rest 
of viral markers were found to be negative. Screening of 
parents was negative for hepatitis B. Skin biopsy showed 
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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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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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