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generalized erethematous maculopapular rash, xerosis, 
desquamation of skin, glossitis, oral cavity erythema, 
hepatomegaly, facial edema, mild pedal edema, 
crepitations in the left scapular pulmonary area and, 
cervical, epitrochlear and inguinal lymphadenopathy. 
The hematological report showed a total count of 
12,600 with a differential count of neutrophils (60%) 
and lymphocytes (40%). The liver function tests 
were abnormal with elevated hepatic enzymes-AST: 
113 U/L, ALT: 162 U/L, ALP: 746 U/L and GGT: 310 
U/L. A routine urine examination was positive for 
protein and nitrate with specific gravity of 1.030. A 
clinical diagnosis of drug hypersensitivity syndrome 
was made and patient was treated in the medical/
dermatological ward as an in-patient. All psychotropic 
medications were stopped and she was treated with 
4 mg dexamethasone intravenously eight-hourly for 
the first two days followed by oral prednisolone 40 mg 
per day, which was tapered at the rate of 10 mg once 
in four days. The final tapering of steroids was done 
with 10 mg on alternate days for a period of ten days. 
The patient’s clinical condition improved and she was 
shifted to the psychiatric ward for further management 
of depression.

After approximately one week patient was started 
on tablet dothiapin for the treatment of depression. 
Due to persistent depression lithium was used as an 
augmentation agent with a dose of 600 mg/day while 
she was taking prednisolone 10 mg on alternate days. 
The patient developed generalized maculopapular 
rash with pruritus from the end of the second day 
of introduction of lithium carbonate. Dermatologists 
concluded that lithium was the causative agent for 
the DHS and it was decided not to challenge the 
patient with lithium for lifetime. The Naranjo Adverse 
drug reaction probability scale final score was 6 
(probable).[5] On the introduction of oral escitalopram 
5 mg/day patient reported significant improvement in 
depression that she has maintained during the follow-
up period of one month.

DHS usually occurs on first exposure to the medication 
but with delayed onset. DHS as understood today, 
is an immunologically mediated symptom complex 
occurring in some genetically susceptible individuals 
exposed to an optimal dose of a specific drug for a 
specific duration of time.[1]

In conclusion, we report a case of DHS secondary 
to lithium carbonate. Recurrence of dermatological 

lesions on reintroduction of lithium strongly 
implicates lithium carbonate as the offending agent in 
our subject. 
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Linear IgA bullous dermatosis 
of childhood: Response to 
thalidomide

Sir,
Linear IgA bullous dermatosis (LABD) of childhood 
is a self-limiting, autoimmune blistering disorder. It 
usually presents in children less than five years of 
age and undergoes spontaneous resolution within two 
to four years of onset in most patients. We report a 
case of childhood LABD persisting into adulthood and 
responding favorably to thalidomide.

In 1997, an eight and a half years old male child 
weighing 30 kg, diagnosed with LABD, on treatment 
with 20 mg prednisolone for a year, presented with 
active disease and Cushingoid features [Figure 1]. 
His diagnosis was confirmed with histopathology 
[Figure 2a] and immunofluorescence studies  
[Figure 2b]. Specific anti-gliadin antibodies were 
negative, colonoscopy and computed tomography 
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(CT) scan of abdomen and chest failed to reveal any 
abnormality. His 8 am serum cortisol levels were 
undetectable. After ruling out anemia and a G6PD 
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Figure 2b: Direct immunofluorescent study shows linear IgA 
deposit at the dermal-epidermal junction (×400)

Figure 2a: Photomicrograph showing a subepidermal split with 
predominant neutrophilic infiltrate (H and E, ×400)

Figure 3b: Dramatic clearance of lesions within one month with 
thalidomideFigure 3a: Active disease pre-thalidomide therapy

Figure 1: Cushingoid features due to chronic steroid therapy

deficiency, we added 25 mg of dapsone per day and 
gradually increased it to 100 mg. This controlled the 
disease effectively. Unfortunately, the patient became 
anemic and his reticulocyte count increased to 5%. 
Since methemoglobin and sulfhemoglobin levels were 
within normal limits (WNL), dapsone was continued at 
a reduced dose of 25 mg daily for a year. The disease 
remained active. Persistent anemia  and a raised 
reticulocyte count pointed to dapsone intolerance. To 
reduce the dapsone toxicity, we introduced cimetidine 
in a dose of 200 mg daily, with prompt improvement 
in hemoglobin and reduced reticulocyte counts.[1] 
The lack of local availability and cost of cimetidine 
necessitated its discontinuation. We tried cefadroxil 
500 mg daily which helped to reduce the steroid 
requirement as erythromycin was ineffective in 
doing the same.[2] The disease persisted.  Addition of 
methotrexate (2.5 mg/wk for three months) and later 
azathioprine (50 mg/day for three months) failed to 



429Indian J Dermatol Venereol Leprol | July-August 2010 | Vol 76 | Issue 4

Letters to the Editor

improve the disease. Two years on, with the disease 
still showing no signs of remission, we introduced 
cyclosporine at 4 mg/kg/day.[3] He showed a remarkable 
improvement, enough to reduce his steroid dose to 
2.5 mg/day, but the prohibitive cost of the medication 
resulted in its discontinuation. The ensuing flare-up 
was severe.  With few options remaining, thalidomide 
was introduced at approximately 3 mg/kg/day  
[Figure 3a] with a cessation of pruritis within a 
week, and a clearing up of all lesions within a month 
[Figure 3b]. This dose was continued for a year and it 
allowed the steroid dose to be tapered to 2.5 mg/day. 
After a one-year complete disease-free  period, he 
developed intractable leg pain which was unresponsive 
to non-steroidal anti-inflammatory agents. On 
discontinuing, his pains disappeared and reappeared on 
starting thalidomide again. Within two days of stopping 
the drug, the disease relapsed in a milder form. He was 
then maintained on a cocktail of 25 mg dapsone, 2.5 mg 
prednisolone, cefadroxil 500 mg and hydroxyzine 10 
mg which he is on till date. Any change in this results 
in a flare-up of the disease. In 2009, our patient was 20 
years old with active disease.

Dapsone is considered to be the drug of choice for 
LABD. Combination with cimetidine increases its 
tolerance and reduces hemato-toxicity by inhibiting the 
formation of hydroxylamine metabolites of dapsone.[1]

In our patient, cyclosporine, as a second-line drug, 
was successful in controlling the disease compared to 
other usually listed drugs. This is consistent with the 
observation of Young HS and Coulson IH.[3]  Although 
thalidomide has been tried in pemphigus vulgaris, 
cicatricial pemphigoid and Hailey-Hailey disease, 
there are no reports of its use in the treatment of LABD. 
We had a dramatic response with thalidomide with 
total clearance in one month, and while on treatment, 
he was disease-free for one year.  We postulate that 
it could be working by inhibition of Interleukin-12 
which is a potent pro-inflammatory cytokine.[4] 
Thalidomide can be considered as a therapeutic 
option in resistant cases. A point of caution is to watch 
out for signs of neuropathy which could become  
irreversible.[5] The persistence of disease in our 
patient represents the possibility of a childhood 
LABD continuing into adult form of the disease and 
presenting a therapeutic dilemma.
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Use of a wood’s lamp as a Ultra-
Violet light source to improve 
the speed and quality of suction 
blister harvesting

Sir,
Suction blister grafting (SBG) is an established 
modality of treatment for stable vitiligo. One of the 
major limitations of SBG is the time taken for the 
blister production. Different options have been tried 
to improve the speed and quality of blisters created – 
like cryo, ultraviolet (UV) light,[1] Infrared light[2] and 
injection of local anesthetic over the donor site.[3] We 
aimed to study whether a relatively cheap and handy 
instrument like a Wood’s lamp can be used as a UV 
source to improve suction blister harvesting. Eight 
patients with stable vitiligo were selected for blister 
harvesting and grafting. All the blisters were raised 
using 20 cc syringes with the same vacuum pressure 
(350 mm of Hg, with a microdermabrasion machine 
used to create the vacuum[4]) and the antero-lateral 
aspect of both thighs was used as the donor site in all 
cases. In all patients one of the thighs was exposed to a 
Wood’s lamp for 20 min (without the UV tubes touching 
the skin). The vacuum was released simultaneously at 
both test and control sites when sufficient number of 
blisters of an adequate size were produced. Complete 
blisters[5] were further scored for quality of blisters – 
based on uniformity and size, arbitrarily from 1 to 
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