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of the scalp. Diphenylcyclopropenone (DPCP) is used widely. 
Unlike dinitrochlorobenzene, DPCP has been shown to be 
nonmutagenic in its purified form. It is also more stable in 
solution than squaric acid dibutylester. DPCP is degraded 
by light, hence the solution should be stored in the dark 
and patients should wear a hat or a wig for 24 h following 
application.[4]

The success rate with DPCP has varied widely from 9-85% 
with cosmetically acceptable hair regrowth in 50-60% of 
patients.[5-7] DPCP has also been used for pediatric treatment 
and is reported to be beneficial in children with severe 
alopecia areata totalis and alopecia areata localis showing 
no spontaneous remission.[8] 

 
The early development of dermatitis after initial sensitization 
may be a predictor of a positive outcome. A more 
favorable clinical outcome may occur in patients in whom 
sensitization induces contact dermatitis within ten weeks 
of application.[9]

In a study of 139 patients, Van der Steen et al,[10] determined 
that type and/or extent of alopecia, duration of disease 
before treatment and the presence of nail changes were 
three significant prognostic factors that influenced outcome 
adversely. Adverse effects reported with DPCP use include 
urticaria, dermatitis with or without blistering, pruritus, 
edema of scalp and face, lymphadenopathy and the 
development of vitiligo.[4] 

In view of the encouraging response to DPCP immunotherapy 
in our patients, DPCP is worthy of trial in ophiasis. Further 
controlled prospective trials are needed to ascertain the 
utility of DPCP contact sensitization in ophiatic alopecia 
areata.

Gurcharan Singh, Rajendra Okade, Gurcharan Singh, Rajendra Okade, 
Chandra Naik, C. D. Dayanand* Chandra Naik, C. D. Dayanand* 

Department of Dermatology and *Biochemistry, Sri Devaraj Urs 
Medical College, Kolar, Karnataka, India

Address for correspondence:Address for correspondence: Dr Gurcharan Singh, 108, A, Jal Vayu 
Vihar, Kammanahalli Main, Bangalore 560 043, Karnataka, India. 

E-mail: drsinghgs@gmail.com

REFERENCESREFERENCES

1.  Harrison S, Sinclair R. Optimal management of hair loss 
(alopecia) in children. Am J Clin Dermatol 2003;4:756-70.

2.  Hull SP, Wood ML, Hutchinson PE, Sladden M, Messenger AG. 
Guidelines for the management of alopecia areata. Br J Dermatol 
2003;149:692-9.

3.  Dewaard Van der Spek FB, Orange AP, De Raeymaecker DM, 
Peereboom-Wynia JD. Juvenile versus maturity onset alopecia 
areata: A comparative retrospective study. Clin Exp Dermatol 
1989;14:429-33.

4.  Rokhsar CK, Shupack JL, Vafai JJ, Washenik K. Efficacy of topical 
sensitizers in the treatment of alopecia areata. J Am Acad 
Dermatol 1998;39:751-61.

5.  Cotellessa C, Peris K, Caracciolo E, Mordenti C, Chimenti S. The 
use of topical DPCP for the treatment of extensive alopecia 
areata. J Am Acad Dermatol 2001;44:73-6.

6.  Aghaei S. Topical immunotherapy of severe alopecia areata 
with diphenylcyclopropenone (DPCP): Experience in a Iranian 
population. BMC Dermatol 2005;26:6.

7.  Galadari I, Rubaie S, Alkaabi J, Galadari H. Diphenylcyclopropenone 
(diphencyprone, DPCP) in the treatment of chronic severe 
alopecia areata (AA). Allerg Immunol (Paris) 2003;35:397-401.

8.  Schuttelaar ML, Hamstra JJ, Plinck EP, Peereboom-Wynia JD, 
Vuzevski VD, Mulder PG, et al. Alopecia areata in children: 
Treatment with diphencyprone. Br J Dermatol 1996;135:581-5.

9.  Papadopoulos AJ, Schwartz RA, Janniger CK. Alopecia areata. 
Pathogenesis, diagnosis and therapy. Am J Clin Dermatol 
2000;1:101-5.

10.  van der Steen PH, van Baar HM, Happle R, Boezeman JB, Perret 
CM. Prognostics factors in the treatment of alopecia areata with 
diphenylcyclopropenone. J Am Acad Dermatol 1991;24:227-
30.

Pseudoxanthoma elasticum and Pseudoxanthoma elasticum and 
cerebral ischemic strokecerebral ischemic stroke

Sir,
I read with interest the recent report of an acute cerebrovascular 
accident in a patient with pseudoxanthoma elasticum (PXE).[1] 
However, I would like to make certain observations. 

Kumar et al, have reported dolichoectasia and thickening 
of the �basilar artery� and an infarct in the �frontoparietal� 
region. However, it should be noted that frontoparietal 
infarct is not due to basilar artery disease as suggested. 
Frontoparietal regions are supplied by the internal carotid / 
middle cerebral arteries and not the basilar artery.

Letters to the Editor

Figure 1:  Regrowth of hair after 6 months of diphenylcyclopropenone 
therapy in ophiasis
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Computed tomography (CT) scan of the brain (as done by the 
authors) is not the best imaging modality to study cerebral 
blood vessels. Magnetic resonance (MR) angiography and CT 
angiography are better options, which could have shown the 
involvement of the internal carotid / middle cerebral arteries 
as suggested by the patient�s clinical presentation. 

The incidence of ischemic stroke is increased in patients with 
PXE. In a 17-year follow-up study involving 100 patients with 
PXE, eight patients were found to have brain stroke.[2] The 
cause of brain stroke in PXE is small vessel disease rather than 
large vessel occlusion.[3] Magnetic resonance imaging (MRI) 
of the brain, rather than CT, would have been ideal to show 
the changes of small vessel disease in the brain. 
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Authors� ReplyAuthors� Reply

Sir,
We sincerely appreciate the deep interest shown in our 
article.[1] You have pointed out that fronto-parietal infarct is 
due to internal carotid / middle cerebral artery involvement 
and not due to basilar artery. We, working at Government 
Medical College hospital, have only CT-scan facility and do 
not have facilities for a MRI scan. In fact our neurologist had 
suggested a MRI scan as some of the neurological deficits 
were not due to the involvement of the basilar artery as you 
have rightly pointed out. However, we could not send the 
patient for an MRI scan outside the institution due to financial 
constraints of the patient. 
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An observation of leprosy An observation of leprosy 
situation in Surat district from situation in Surat district from 
2001 to 20062001 to 2006

Sir,
Leprosy is still an important public health problem in India. 
The National Leprosy Control Program launched in 1955 
was redesigned as the National Leprosy Eradication Program 
(NLEP) in 1983 with the introduction of multidrug therapy 
(MDT). In Gujarat, the prevalence rate of leprosy decreased 
from 21.1 per 10,000 (1984-85) to the elimination level (0.95) 
by 2004 and presently it is 0.89 cases per 10,000 (Jan 2007). 
An effort was made to evaluate the progress of NLEP in Surat 
district of Gujarat state by retrospective analysis of data of 
the last six years (2001-06) collected from the district leprosy 
center in Surat.

Various indicators applied by different authors[1] were used 
for analyzing the data. Cases reported during the modified 
leprosy elimination campaign (MLEC), school health checkup 
program and block leprosy awareness campaign (BLAC) were 
also included.

Surat district shows: 
A marginal decline in the prevalence rate (from 1.83 in 
2001 to 1.44 by 2006) with a substantial reduction (0.84%) 
in 2004.
A reduction in the new case detection rate from 3.37 
(2001) to 1.73 in 2004 but, an increase to 2.57 in the 
year 2006.
Male:female ratio as 54:46 (2001), 62:38 (2005) and 58:42 
(2006).
A decline in child cases among new cases of leprosy from 
21.5% (2001) to 12.8% (2006).
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