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ducts may influence its physiology by involving 
β-adrenergic receptors to produce predominant 
acrosyringeal changes.[3,4] However, our patient did 
not have any history of drug intake. Mugoni et al.[4] 
stated that acrosyringium constitutively expresses 
class 2 major histocompatibility antigens (HLA-DR, 
HLA-DP, HLA-DQ) on surface, and this expression of 
antigens in association with cell mediated immune 
mechanisms in certain circumstances, could allow 
antigen presentation to T cells giving rise to immune 
response that predominantly involves acrosyringium.[4] 

Hanau and Sengel[2] speculated that hyaline bodies 
present abundantly at the base of perforation could 
irritate the dermo epidermal (D-E) junction and, 
consequently, initiate the process of perforation of 
epidermis.[2]

In our case, the perforating channel was made up of a 
parakeratotic plug, and also abundant colloid bodies 
were seen below the invagination of epidermis by a 
parakeratotic plug.

In conclusion, we describe a rare variant of lichen 
planus with palmar involvement and with distinct 
clinicopathological features that may be added to 
well-known variants.
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Gigantic cutaneous 
rhinosporidiosis with giant cells 
bloated with sporangia

Sir,
A 21-year-old Indian male presented with multiple, 
asymptomatic skin lesions on his left leg and foot 
of 18 months duration. He was operated upon for a 
nasal growth causing bleeding and some globoid skin 
lesions on his left calf by a private doctor about 3 
months earlier without histopathological examination. 
There was history of bathing in the common village 
pond along with buffaloes, since early childhood. 
There was no family history of skin or nasal lesions. 
Cutaneous examination showed skin colored, firm 
globoid skin lesion about 5 × 5 × 5 cm3 in size on 
the dorsal aspect of the left foot and left leg, the 
former with a papular lesion about 3 mm in diameter 
near its base [Figure 1a] and similar smaller ones on 
posterior aspect of the left leg with scars of excised 
lesions and varicose veins [Figure 1b]. There were no 
nasal lesions, organomegaly, or lymphadenopathy at 
the time of examination. Systemic examination was 
normal. Routine hematology, blood glucose, liver and 
kidney function tests, abdominal ultrasound, and 
X-ray of the limbs were normal and ELISA for HIV 1 
and 2 was negative. Histopathology from the globoid 
skin lesion showed foreign body giant cells bloated 
with engulfed sporangia and multiple sporangia with 
endospores in the dermis with a chronic inflammatory 
infiltrate [Figure 2a and b]. Crushed tissue smear of 
the papular lesion also revealed similar sporangia with 
endospores. The smaller skin lesions were excised 
followed by electrocoagulation of the base, and he was 
given tablet dapsone 100 mg once daily without any 
recurrence during the follow-up of 4 months. He was 
advised excision for the bigger lesions.

Rhinosporidiosis is endemic in Sri Lanka and parts of 
India but has been reported from other parts namely 
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causing similar infections in amphibians and fish. It 
is the first known human pathogen from the DRIPs  
clade.[5] There are no reports of successful in vitro 
culture and propagation in subculture with various 
types of culture media. The disease may also affect 
farm, domestic, and wild animals. It is commoner in 
males between the second to fourth decades probably 
due to the increased chances of exposure. The exact 
mode of transmission is unclear, but it might be 
acquired through contaminated dust, water, infected 
clothing, or fingers. There is mucosal involvement 
of nose, nasopharynx, and soft palate in the form 
of sessile or pedunculated vascular polyps, studded 
with minute whitish dots (sporangia containing 
the spores). Nasal obstruction and bleeding are 
common. Occasionally, it involves the lips, palate, 
uvula, maxillary antrum, epiglottis, larynx, trachea, 
bronchus, ear, scalp, vulva, vagina, penis, rectum, 
and the skin. Cutaneous rhinosporidiosis may 
occur from the nasal growths as satellite lesions, 
or as disseminated lesions with or without nasal 
involvement, or as primary skin lesions. They begin 
as papules or nodules and may spread by scratching, 
inoculating the organism with contaminated 
fingers from nasal picking, through blood or the  
lymphatics.[3,4] They may resemble verruca vulgaris, 
tuberculosis verrucosa cutis, granuloma pyogenicum, 
venereal warts, or donovanosis. Cutaneous lesions at 
sites distant from the nasal mucosa are uncommon. 

A clinical diagnosis of gigantic cutaneous 
rhinosporidiosis with co-existing globoid and papular 
skin lesions was made. Lipomas, liposarcomas, 
and subcutaneous aspergillosis were considered in 
the differential diagnosis, but the history of a nasal 
growth and bleeding, shared pond bathing with 
buffaloes, the firm globoid lesions associated with 
the papular skin lesions, the earlier experience of 
dealing with such cases suggested and histopathology 
confirmed the diagnosis. Coccidio idomycosis 
has a different clinical presentation and a smaller 
sporangia size. Disseminated polymorphic cutaneous 
rhinosporidiosis, with verrucoid, furunculoid, 
and a pseudohorn-like skin lesion was reported by 
Kumari et al.[6] Nayak et al.[7] described similar but 
disseminated subcutaneous globoid lesions along 
with sessile and pedunculated moist, shiny  grouped 
and discrete, highly vascular swellings all over the 
body and scalp. Although such giant cells bloated 
with sporangia have been reported once in a patient 
having a single subcutaneous lesion and nasal 
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Figure 1: (a) Co-existing big globoid lesion and a papule on the 
left foot. (b) Multiple, huge, and small globoid skin lesions on the 
left leg with scars of excised lesions and varicose veins

a b

Figure 2: (a) Close-up of a foreign body giant cell seen bloated 
with sporocysts in the upper half, and the nuclei pushed to edges 
(hematoxylin and eosin; original magnification, ×1000). (b) Same 
foreign body giant cell (as in (a)) in the upper part, with another one 
on the lower end. Thick-walled sporocysts with pinkish nutritional 
material in the lower and upper edges, two foreign body giant cells 
in the middle and a dense chronic inflammatory infiltrate (Periodic 
acid Schiff stain; original magnification, ×400)

a b

Africa, South America, and the United States. In 
India, Chhattisgarh, Tamil Nadu, Kerala, Karnataka, 
Pondicherry, and Orissa are endemic for the disease. 
Several cases of nasal and cutaneous rhinosporidiosis 
have been described from the Chhattisgarh state.[1-4] 
In addition, sporadic cases have been described 
among migrant population, from other parts as 
well. Most of the patients are young/middle-aged 
males, and sharing pond bathing with cattle and 
repeated trauma seem to be the predisposing 
factors here.[1–4] Rhinosporidiosis is caused by 
Rhinosporidium seeberi, an aquatic protistan parasite 
of the Mesomycetozoea class along with organisms 
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rhinosporidiosis,[3] they have not been observed in a 
patient with polymorphic cutaneous lesions.

Treatment is by excision with electrocoagulation, but 
recurrences may occur. Oral dapsone might arrest 
the maturation of the sporangia and cause stromal  
fibrosis.[8]
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Multiple eruptive milia over both 
external ears

Sir, 
A 13-year-old Indian girl presented with history of 
sudden eruption of asymptomatic white papules on 

both the external ears within a period of 1 month. She 
had no history of preceding trauma, insect bite, ear 
discharge, eczema, vesicular lesions, photosensitivity, 
or drug intake (oral or topical). There was no history 
of similar complaints in siblings or any other family 
members. Examination revealed multiple superficial, 
firm, discrete, white, dome shaped papules of size 1-3 
mm present on both the external ears and a few scattered 
lesions over the pre auricular and postauricular 
areas, without any background scarring [Figure 1]. 
Histopathology revealed a cyst within the superficial 
dermis lined by stratified squamous epithelium with 
a granular layer containing eosinophilic concentric 
lamellae of keratin, diagnostic of milium [Figure 2]. 
There was no evidence of vellus hair cell in the cyst 
cavity.

Milia are common benign keratinous cysts that occur 
most commonly on the face, particularly over eyelids 

Figure 1: Multiple milia present over both external ears

Figure 2: Subepidermal cyst lined by stratified squamous 
epithelium containing eosinophilic concentric lamellae of keratin, 
suggestive of milium (H and E, ×100)
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