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was using the same mobile set for the past 3 months  
[Figure 2]. On examination there was a well-defined 
erythematous eczematous area with some scaling on 
preauricular area in a diagonal rectangular pattern with an 
area of mild erythema on auricle corresponding to the site of 
contact with mobile during its usage. He was advised to swap 
to the other side and to report after a week. He developed 
erythema and itching on the other side of the cheek. He was 
patch tested on forearm for nickel, chromium, and cobalt and 
found to be ++ for nickel according to International Contact 
Dermatitis Research Group (ICDRG) criteria. He was advised to 
change his mobile phone and avoid long periods of contact 
with the phone. Free content of the nickel from the case 
could not be assessed as dimethylglyoxime was not available. 
However, during the subsequent follow-up of the patient, the 
improvement of the dermatitis without relapse, with avoidance 
of mobile usage indicated that its usage was causative.

The increased use of the cellular phone is associated with 
a wave of reports about the possible ill effects associated 
with it. The reported cutaneous effects of mobile usage 
are dysesthesiae of the scalp, angiosarcoma of the scalp, 
and aggravation of symptoms of atopic eczema/dermatitis 
syndrome, and the most convincing reports are of contact 
dermatitis.[1,2] The causes of dermatitis related to mobile 
phone are mainly related to nickel, chrome, and cobalt but 
may also be related to electromagnetic radiation.[3]

Nickel is among the most common allergens and can 
cause sensitization in up to 28% of adults. Mobile phone 
dermatitis has been commonly reported among females, 
predominantly involving the cheek, preauricular area, and 
homolateral auricle - corresponding to the habit of its usage.
[1,2] Even though nickel sensitivity is more common among 
females because of the common practice of using imitation 
jewelry available in the market that releases free nickel on 
coming in contact with body sweat, it is not uncommon 
among males.[4] The severity of the clinical presentation is 
directly proportional to perspiration, friction, pressure, and 
the amount of nickel that a particular alloy releases.

This report is to highlight the fact that usage of mobile phone 
as an elicitor of contact dermatitis should not be overseen 
in unilateral facial dermatitis. The metal cases coming in 
prolonged contact with skin and releasing more than 0.5 µg/
wk/cm2 should be prohibited as per the European directive 
on nickel.[5] Mobile phone manufacturers need to be aware 
of nickel and other metals being liberated from the case as a 
source of allergies, so as to take appropriate action. 
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Pruritic papular eruptions of 
HIV: A clinicopathologic and 
therapeutic study

Sir,
Pruritic papular eruptions (PPEs) of HIV disease are 
characterized by chronic, sterile pruritic papules and pustules 
on the extensor surfaces of the arms, dorsa of the hands, 
trunk, and face with sparing of the palms and soles. The 
condition tends to wax and wane.[1] In majority of the cases, 
the eruptions appear in the advanced immunosuppressive 
stage of the disease,[2-5] but eruptions may appear as an initial 
cutaneous disease of the HIV, with high CD4 lymphocyte 
count.[6,7] PPE remains the most common cutaneous 
manifestation in HIV disease, with prevalence varying 
between 11% and 46% according to the geographic area; 
and it is more prevalent in less developed countries of the 
world. Varying therapeutic successes have been achieved 
with ultraviolet B rays, antihistamines, pentoxyphylline, and 
potent corticosteroids. There is no clear consensus on the 
etiology of PPE, the exact spectrum of this condition, the 
pathological findings, or the treatment.[1]

The present study was undertaken to observe the clinical 
spectrum and histopathological features of this unique 
eruption, and its response to various therapeutic modalities. 
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Our study included 30 HIV-positive patients - 17 males and 
13 females, with chronic persistent PPE of symmetrical 
distribution without any definable cause [Figure 1]. Their 
age group was 20 to 40 years. Patients with opportunistic 
infections and systemic diseases were not included. The 
mean duration of HIV disease was 3.5 years; and of these 
eruptions, about 6.5 months. Their mean CD4 count was 153 
cells/cu. mm. Serological tests for syphilis were negative, and 
all other routine investigations were within normal limits. 
From fresh pruritic papular lesions, 4-mm punch biopsies 
were taken, and the histopathological findings are given in 
Table 1. The predominant histopathological features were 
spongiosis, parakeratosis with perivascular mononuclear 
cell infiltrate. Eosinophilic infiltrate was seen in only 22% 
of the cases. For treatment purpose, these patients were 
divided into groups A, B, and C, with each group comprising 
10 patients. Patients in group A were treated with dapsone 
100 mg daily; group B, with pentoxyphilline 400 mg b.i.d.; 
and group C, with antihistamines and topical clobetasol 
propionate cream. For all these groups, treatment was given 
for 8 weeks and followed-up for up to 6 weeks after stopping 
the treatment. Antiretroviral therapy was not initiated 
during this period. In our study, group B patients treated 
with pentoxyphilline responded faster and remission lasted 

for longer periods in comparison with patients in groups A 
and C, but compliance with pentoxyphilline was poor.

PPE closely mimics another dermatological entity, viz., 
eosinophilic folliculitis (EF). In EF, follicular erythematous 
papules and pustules are seen over the face and central 
trunk with sparing of acral sites. The lesions are pruritic and 
chronic but may display periods of improvement, unlike PPE. 
Histopathology is an important tool in differentiating PPE from 
EF and many other conditions that can mimic it.[3,8,9] In EF, sterile 
inflammatory infiltrate consists of perifollicular eosinophils; 
unlike in PPE, which shows perivascular mononuclear cell 
infiltrate. The etiology of PPE is unclear, although inappropriate 
response to an exogenous agent such as arthropod may 
underline the pathogenesis.[10] Some researchers reported 
PPE to have good response to antiretroviral therapy, and they 
have suggested that PPE be added to the list of conditions 
qualifying for specific therapy.[1]

Our study reveals that the PPEs of HIV disease are unique 
clinical eruptions and good clinical indicators of advancing 
immune suppression. Therefore, early identification and 
management of these eruptions constitute an important 
aspect of overall management of HIV disease.
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Figure 1: Pruritic papular eruptions over the forearms

Table 1: Histopathologic findings in our patients

Pathology Epidermal changes Dermal changes   
Spongiosis	 65%
Parakeratosis	 60%	 Mononuclear	cell	 infiltrate		
	 	 			Perivascular	-	100%
	 	 			Perifollicular	-	64%
	 	 			Perieccrine		-	53%
	 	 Eosinophils	-	22%
Epidermal	 33% 
hyperplasia
Hyperkeratosis	 50%
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Hand foot and mouth disease: 
Emerging epidemics

Sir,
The case report by Saoji VA about hand, foot and mouth 
disease in Nagpur, made very interesting reading.[1] We in 
Jorhat district of the state of Assam, India, also witnessed and 
managed an outbreak of hand foot mouth disease (HFMD). 
However, our observations differed in various respects from 
the above case report. We observed a sudden increase in 
referrals and direct presentation of children in the month 
of August and September 2007, with undiagnosed discrete, 
tender, non-itchy vesicular eruption over palms, soles, and 
buttocks; as well as oral erosions. 

A total of 34 children fully immunized for their age presented 
with the above complaints over a 4-week period. Boys 
accounted for 21 and girls for 13 of the total cases [Table 1]. 
The age of the children varied from 8 months to 11 years. 
Although a large number of children were less than 1 year of 
age (11 cases), we also had 3 children older than 10 years of 
age, which is uncommon.[2] Among the affected population, 
27 children had a sibling staying with them. Of these, 12 
were affected, though we could examine only 5 during their 
affliction.

All children reported within 48 hours of the onset of the 
eruption. Twelve children less than 3 years of age, as well as 
2 children aged 11 years, were more severely affected with a 
severe prodrome of constitutional symptoms, varying from 
a febrile illness associated with malaise, irritability, drooling 
of saliva, and refusal of feeds. These children seemed to 

have a longer duration of illness and a more severe oral 
involvement. 

On examination the lesions consisted of multiple discrete 
vesicobullous lesions on an erythematous base affecting the 
hands, feet, knees, and buttocks [Figure 1]. Oral involvement 
consisted of aphthous-like ulcers with sparing of other 
mucosae [Figure 2]. Older children had more severe oral 
involvement [Figure 3], while infants presented with more 
severe blistering on the skin [Figure 4]. The skin lesions 
progressed to form multiple erosions, which healed without 
scarring. The lesions lasted up to 13 days.

Table 1: Summary of cases 

S Age (yrs) Sib*  Prodrome Skin  Oral Duration 
No. / Sex  (Md#, S@) involve- cavity  of illness  
    ment** (Md#, S@) (days)
1	 6/M	 	+	 	Md	 	H,	F,	B	 	S	 	<10	
2	 11/	F	 	+	 	S	 	H,	F	 	S	 	>10
3	 08m/F	 		 	S	 	H,	F,	B,	K	 	S	 	>10
4	 1/M	 		 	S	 	H,	F,	B,	K	 	S	 	<7
5	 1.5/M	 		 	S	 	H,	F,	B	 	Md	 	7-10	
6	 5/M	 	+	 	Md	 	H,	F,	B	 	Md	 	7-10
7	 2/M	 	+	 	S	 	H,	F,	B,	K	 	S	 	7-10	
8	 1/F	 		 Md	 	H,	F,	B	 	S	 	<7	
9	 4/M	 	+	 Md	 	H,	F,	B	 	Md	 	<7
10	 10m/F	 		 Md	 	H,	F	 	S	 	7-10
11	 11/M	 	+	 S	 	H,	F,	 	S	 	11
12	 1/M	 	+	 S	 	H,	F,	B,	K	 	Md	 	7-10
13	 9/M	 	+	 Md	 	H,	F,	B	 	Md	 	7-10
14	 7/F	 	+	 Md	 	H,	F,	B	 	Md	 	<7
15	 8/M	 		 Md	 	H,	F,	B	 	Md	 <7
16	 1/M	 	+	 	S	 	H,	F,	B,	K	 	S	 7-10
17	 1/F	 		 	S	 	H,	F,	B,	K	 	S	 	>10	
18	 3/F	 		 	S		 	H,	F,	B,	K	 	S	 	7-10
19	 5/F	 		 Md	 	H,	F,	B	 Md	 	7-10
20	 6/M	 	+	 Md	 	H,	F,	B	 Md	 	<7
21	 3/M	 		 Md	 	H,	F,	B	 Md	 	<7
22	 2/M	 	+	 	S	 	H,	F,	B,	K	 S	 	>10
23	 1/F	 	+	 Md	 	H,	F,	B	 S	 	7-10
24	 7/M	 	+	 Md	 	H,	F,	B	 Md	 	<7
25	 8/F	 		 Md	 	H,	F,	B	 Md	 	<7
26	 4/M	 	+	 Md	 	H,	F,	B	 Md	 	7-10
27	 2/M	 		 	S	 	H,	F,	B	 	Md	 	>10
28	 1/M	 		 	S	 	H,	F,	B,	K	 	S	 	>10
29	 3/F	 		 	Md	 	H,	F,	B	 	Md	 	<7
30	 1/M	 		 	S	 	H,	F,	B,	K	 	S	 	7-10
31	 8/M	 		 Md	 	H,	F,	B	 	Md	 	<7
32	 1/M	 	+	 Md	 	H,	F,	B,	K	 	S	 	7-10
33	 3/F	 	+	 Md	 	H,	F,	B	 Md	 	<7
34	 4/F	 		 Md	 	H,	F,	B	 Md	 	<7
*Sibs	examined:	S.	No.	1,	2;	6,	7;	13,	14;	22,	23;	32,	33.	 
#Mild,	@Severe 
**H:	Hand,	F:	Foot,	K:	Knee,	B:	Buttock.
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