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areas), it is unclear whether they are an important 
reservoir for human infection or only a sentinel animal 
that is susceptible to infection from an environmental 
source. Human infections have been reported from 
traumatic implantation, inhalation of spores from soil, 
or possibly from a specific host plant.[5] Penicillium 
marneffei has been isolated from bamboo rat furrows 
and the current consensus would favor soil as the 
most probable reservoir, with transmission to humans 
via the respiratory root. Therefore, there seems to be 
no role for the rats on the natural occurrence of the 
disease. Similar to other pathogenic fungi, the conidia 
are inhaled and internalized by alveolar macrophages 
and transported to the reticuloendothelial system. 
The organisms then proliferate as soon as host 
immunodeficiency takes place, leading to systemic 
infection.[5] However, this remains to be proven and 
for now the natural habitat of the fungus and an 
explanation of its geographic restriction remains 
unknown.

As we have isolated the pathogen from a non-
endemic region; the clinicians should be aware of 
the fact that a high index of suspicion is required to 
diagnose these relatively uncommon infections in 
non-endemic areas.

Vasant Baradkar, Simit Kumar, S. D. KulkarniVasant Baradkar, Simit Kumar, S. D. Kulkarni1
Department of Microbiology, L.T.M.M.C and L.T.M.G.H, 

Sion, Mumbai, 1Department of  Dermatology, 
Yerla Medical Trust, Navi Mumbai, India

Address for correspondenceAddress for correspondence:: Dr. Vasant Baradkar, 
Department of Microbiology, L.T.M.M.C and L.T.M.G.H, Sion, 

Mumbai - 400 022, India. E-mail: vasantbaradkar@yahoo.com

DOI: 10.4103/0378-6323.57733 - PMID: 19915252

REFERENCESREFERENCES

1. Chaiwun B, Khunamornpong S, Sirivanichai C, Rangdaeng 
S, Supparatpinyo K, Settakorn J, et al. Lymphadenopathy due 
to Penicillium marneffei infection: diagnosis by fine needle 
aspiration cytology. Mod Pathol 2002;15:939-3.

2. Deesomchok A, Tanprawate S. A 12- case series of Penicillium 
marneffei pneumonia. J Med Assoc Thai 2006;89:441-7.

3. Ranjana KH, Priyokumar K, Singh TJ, Gupta ChC, Sharmila L, 
Singh PN, et al. Disseminated Penicillium marneffei infection 
among HIV-infected patients in Manipur state, India. J Infect 
2002;45:268-71.

4. Gupta S, Mathur P, Maskey D, Wig N, Singh S. Immune 
restoration syndrome with disseminated Penicillium marneffei 
and cytomegalovirus co-infections in an AIDS patient. AIDS 
Res Ther 2007;4:21.

5. Hilmarsdottir I, Meynard JL, Rogeaux O, Guermonprez G, 
Datry A, Katlama C, et al. Disseminated Penicillium marneffei 
infection associated with human immunodeficiency virus: a 
report of two cases and a review of 35 published cases. J Acquir 
Immune Defic Syndr 1993;6:466-71.

6. Supparatpinyo K, Khamwan C, Baosoung V, Nelson KE, 
Sirisanthana T. Disseminated Penicillium marneffei infection in 
southeast Asia. Lancet 1994;344;110-3.

Letters to the Editor

An unusual case of dermatitis An unusual case of dermatitis 
herpetiformis presenting with herpetiformis presenting with 
initial scalp localizationinitial scalp localization

Sir,
Dermatitis herpetiformis (DH) is a serious pruritic 
bullous skin disease that predominantly affects the 
extensor surfaces of the elbows, knees, buttocks, back, 
and scalp.[1-3] Although the scalp is a predilection site 
of DH, it is not a familiar localization site of onset of 
the disease. Here, in this report, a DH with onset only 
on the scalp is reported.

In July 2007, a 30-year-old man developed itchy 
hemorrhagic crusted papules on the scalp without any 
lesions on the other parts of his skin [Figure 1]. The 
patient stated that this rash had appeared three years 
ago, and he had consulted a physician, received topical 
corticosteroids and emollients with the probable 
diagnosis of eczema or folliculitis, which frequently 
recurred. He had no complaints of diarrhea, bloating, 
or abdominal pain. Physical examination revealed 
no abnormality. On histopathological examination 
of the lesions located on the scalp, subepidermal 
blistering with massive neutrophilic infiltration in 
the dermal papillae was revealed [Figure 2]. Direct 
immunofluorescence examination displayed granular 
immunoglobulin (Ig) A deposits in the dermal papillae 
[Figure 3].

On blood and serum analysis, iron deficiency 
anemia and folate and vitamin B12 deficiency were 
detected. Antigliadin IgA, IgG, and antiendomysium 
antibodies were negative. The chest radiography 
and ultrasonography of the abdomen were normal. 
The patient was referred to the hematology and 
gastroentereology clinics for evaluation of anemia and 
for a possible associated gastrointestinal abnormality, 
which could be due to gluten sensitivity. A fecal occult 
blood test was negative. Endoscopy revealed bulbitis 
and gastritis. In the examination of the pathological 
specimens, a partial villous atrophy was revealed. 

During the follow up period, multiple itchy � either 
excoriated or vesicular � hemorrhagic crusted 
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Figure 1: Hemorrhagic crusted papules on the scalp

Figure 2: Histopathology revealed massive neutrophilic 
infi ltration in dermis and vesicle (H and E, x20)

erythematous papules and plaques were found on the 
face, back of both shoulders, elbows, and in the region 
of the glutea. The skin biopsy that was performed from 
these areas reconfirmed the diagnosis of DH. 

Figure 3: Direct immunofl uoresecence examination displayed 
granular IgA deposits in the dermal papillae 

Letters to the Editor

The patient was started on dapsone, iron-folic acid 
supplementation therapies and was recommended 
to follow a gluten-free diet. He is still on follow-up 
without any lesions. 

Dermatitis herpetiformis affects men more frequently 
than women, between the second and the fourth 
decades of life.[2] The hallmarks of the disease are the 
grouping of the lesions, their symmetry, and their 
distribution.[2,4] However, the patient often presents 
with only multiple erosions secondary to scratching, 
as an intense itching is very characteristic of the 
eruption. The usual symmetric distribution of these 
lesions is on extensor surfaces, especially the elbows, 
knees, shoulders, sacrum, buttocks, and the posterior 
nuchal area. In some cases, the lesions may also 
involve the scalp, face, and groin.[1-3] However, until 
date, no data regarding the onset of DH on the scalp, 
except the case that is presented in this report could be 
observed in the literature. 

The diagnosis of DH is made by the classic skin 
presentations, but confirmation requires careful 
immunofluorescence staining, particularly of 
the perilesional biopsy specimens. In direct 
immunofluorescence examinations, granular IgA 
deposition at the dermoepidermal junction with 
stippling in the dermal papillae is pathognomonic 
of the condition. Patients who have DH present with 
partial villous atrophy in the biopsies of small bowel 
and a degree of damage in the intestine.[2] Endomysium 
antibodies and tissue transglutaminase antibodies are 
both serologic markers for gluten sensitive enteropathy 
in DH patients.[2,5] Our case had a partial villous 
atrophy in the biopsies of the small bowel.

In the differential diagnosis of DH localized to the 
scalp, pruritic scalp disorders such as erosive pustular 
dermatosis of the scalp and, lichen planopilaris, 
should be considered. Nevertheless, these 
diseases cause cicatricial alopecias clinically and 
immunofluorescence stainings are negative.[6] Linear 
IgA dermatosis often closely mimics the clinical pattern 
of patients with DH. The direct immunofluorescence 
of the perilesional skin of patients of linear IgA 
dermatosis, which discloses a homogenous band of 
IgA at the dermal-epidermal junction, discerns the 
disease from DH.[3]

Suppressive therapy, with sulfones, predominantly 
dapsone and occasionally sulfamethoxypyridazine 
and sulfapyridine, rapidly suppress the skin reaction 
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and are quite effective for DH. As the underlying 
cause of DH relates to the oral intake of particular 
proteins derived from wheat, barley, rye, and possibly 
oats, DH patients should be treated with a gluten-
free diet therapy.[2] There are also studies that suggest 
the protective role of a gluten-free diet against 
gastrointestinal lymphomas, which were reported to 
be increased in patients with DH, in the literature.[3]

However, DH is a well-known skin disease, and the 
scalp is a commonly involved site but the onset of DH 
on the scalp is very rare.
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Opioid-mediated Opioid-mediated 
immunosuppression as a immunosuppression as a 
novel mechanism for the novel mechanism for the 
immunomodulatory effect of immunomodulatory effect of 
ultraviolet radiationultraviolet radiation

Sir,
The suppressive effect of ultraviolet (UV) radiation on 

the immune system has been harnessed elegantly in the 
treatment of many dermatological disorders. Several 
pathways for UV-induced immune suppression are 
suggested.

UV light induces the release of immunosuppressive 
cytokines from keratinocytes and immunocytes. [1] 
It inhibits antigen presentation of the antigen-
presenting cells through suppression of the expression 
of major histocompatibility complex II and other 
costimulatory molecules.[1] UV light causes apoptosis 
of leukocytes and induces regulatory T cells with 
suppressor activity. [1] UV radiation converts trans-
urocanic acid into cis-urocanic acid, which exerts 
immunosuppressive effects.[1] UVB-induced DNA 
damage is another major molecular trigger of 
UV-mediated immunosuppression. [1] Herein, we 
would like to shed further light on UV-induced 
immunosuppression by providing a novel mechanism.

When given a blinded choice between UV and 
non-UV-emitting tanning beds, frequent tanners 
overwhelmingly prefer UV beds.[2] A non-UV-emitting 
tanning bed is similar to a UV-emitting bed except 
that it has a filter that is opaque to the UV light.[2] A 
questionnaire testing shows that frequent tanning 
has features of an addictive behavior.[3] Despite the 
presence of some controversies, research shows that 
UV radiation can induce endorphin production by 
keratinocytes, which may explain the addiction to 
tanning seen in frequent tanners.[4] Moreover, in a 
recent study on a group of frequent tanners, naltrexone, 
an endorphin antagonist, induced the withdrawal 
symptoms in frequent tanners while such symptoms 
were not observed with placebo or with infrequent 
tanners receiving naltrexone.[5]

Opioids exert several immunosuppressive effects. 
Injection of morphine to vertebrate animals resulted 
in deficient macrophage function.[6] Morphine 
antagonizes interleukin-1α (IL-1α) and tumor necrosis 
factor-α (TNF-α) induced chemotaxis in human 
leukocytes.[6] It upregulates neutral endopeptidase in 
granulocytes.[6] Neutral endopeptidase is an important 
control factor for the inflammatory responses in skin 
disorders. Morphine treatment increases IL-4 and IL-5 
levels and decreases the IL-2 and interferon-γ (IFN-γ) 
levels. [7] Therefore, by promoting the production of 
pro-T-helper-2 (Th2) cytokines and inhibition of pro-
Th1 cytokines, it causes committing Th0 cell to a Th2 
phenotype, with the resultant impairment of cellular 
immunity.[7]
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