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been found to reduce associated tumors in the 
brain, skin, and kidneys.[5] It is poorly water soluble, 
limiting its bioavailability. Rapamycin exhibits linear 
pharmacokinetics over the dose range of 1–25 mg. Peak 
plasma levels are generally reached 0.5–2 h after an 
infusion. A total of 85% of the drug is bound to plasma 
protein and the half‑life is 55  h. Elimination occurs 
primarily through the feces with only a small portion 
found in the urine. It is available in the market in two 
formulations: oral solution (60 mg per 60 ml) and tablets 
of 1 and 2 mg. Rapamycin for systemic manifestations 
is usually initiated at 0.2  mg/kg/day  (1  mg/day) and 
titrated with adverse effects to as high as 5  mg/day. 
Serum levels of 11 and 13 ng/ml are to be maintained 
during the course. Everolimus, a derivative and 
prodrug for rapamycin has been Food and Drug 
Administration  (FDA) approved for subependymal 
giant cell astrocytoma not amenable to surgery. It is 
also proposed as an antiepileptic medication in cases 
of epileptogenic cortical dysplasia and has been 
shown to reduce seizures and cognitive defects. This 
makes the early diagnosis of tuberous sclerosis even 
more important in the present day world.

Rapamycin also has a role in reducing skin lesions, 
especially facial angiofibromas.[6] Inhibition of mTOR 
pathway by topical rapamycin decreases the output 
of vascular endothelial growth factor  (VEGF) by 
inhibiting hypoxia‑inducible factor  (HIF) expression 
and by directly repressing endothelial cell proliferation. 
Presently, rapamycin is only available as pharmacy 
made preparations of 0.1% in white soft paraffin 
ointment for facial angiofibromas. Rapamycin tablet 
crushed into 30 ml of 1% ointment or oral solution of 
rapamycin (1 mg/ml) are the usual methods employed 
for topical use.
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Papular elastorrhexis

Sir,
Papular elastorrhexis is a rare disorder of elastic 
tissue that occurs predominantly during adolescence. 
It was first described by Bordas et al. in 1987 and is 
characterized by asymptomatic papules and intense 
fragmentation of the elastic bundles in the reticular 
dermis.[1] 

A 26‑year‑old female presented with multiple, 
asymptomatic white papules on the upper arms for 
8  years. The number of lesions had been slowly 

increasing. Examination revealed non‑follicular, 
firm, white papules, measuring 2‑8 mm and 
scattered symmetrically on the upper arms 
[Figure 1a and b]. There was no preceding history of 
trauma or inflammatory disorder in the involved area. 
There was no family history of similar skin disease.

Complete blood count and serum biochemistry tests 
were normal. Antinuclear antibody and rheumatoid 
factor were negative. X-ray examinations for chest and 
arms were normal. Histological examination showed 
a normal epidermis with a focal area of homogenized 
collagen in the superficial dermis [Figure 2]. Gomori 
aldehyde fuchsin stain showed reduction and 

namrata
Rectangle



Indian Journal of Dermatology, Venereology, and Leprology | September-October 2015 | Vol 81 | Issue 5530

Letters to the Editor

Figure 2: Focal area of homogenized collagen in the superficial 
dermis (H and E, ×400)

Figure 1: (a and b) Multiple non-follicular white papules distributed 
on the upper arm

a b

Figure 3: Area of decreased and fragmented elastic fibers (Gomori 
Aldehyde fuchsin, ×400)

significant fragmentation of elastic fibers  [Figure  3]. 
Based on the clinical features and typical histology, a 

diagnosis of papular elastorrhexis was made. Patient 
was counseled and informed that no treatment was 
required for this condition.

Papular elastorrhexis is an uncommon cutaneous 
disorder of elastic tissue that occurs predominantly 
during adolescence. It was first described by 
Bordas et  al. in 1987 and is characterized by 
asymptomatic papules and intense fragmentation of 
the elastic bundles in the reticular dermis. It is an 
acquired disorder with no preceding history of trauma 
or infection. In our patient there was no family history 
or any history of trauma and infection.

Whether papular elastorrhexis is a separate entity or 
it belongs to nevus anelasticus or Buschke–Ollendorf 
syndrome has been debated. Bordas et  al. suggested 
that papular elastorrhexis was a variant of nevus 
anelasticus due to the reduction and fragmentation 
of elastic fibers, while Schirren et  al.[2] described 
a family with papular elastorrhexis and proposed 
that it was an abortive form of Buschke–Ollendorf 
syndrome. Ryder et  al. supported the theory that 
eruptive collagenoma, nevus anelasticus and papular 
elastorrhexis represent one disease or disease 
spectrum.[3] Nevus anelasticus is a predominantly 
congenital disorder that presents with asymmetrically 
distributed perifollicular papules with remarkable loss 
of elastic fibers, whereas fragmentation is the most 
prominent feature of papular elastorrhexis. Buschke–
Ollendorf syndrome is an autosomal dominant disease 
characterized by disseminated connective tissue nevi, 
elastoma and osteopoikilosis. Elastoma shows an 
increase in elastic fibers rather than fragmentation 
as seen in papular elastorrhexis. Although they may 
show a certain degree of overlap in clinical features, 
a recent report considered papular elastorrhexis as a 
separate and distinctive entity.[4] Our case can be easily 
differentiated from anetoderma by the presence of 
firm papules rather than round, wrinkled and flaccid 
patches seen in anetoderma. Our patient lacked history 
of preceding inflammation or trauma, which made a 
scar such as papular acne scar unlikely.

Intralesional injection of triamcinolone acetonide has 
been found to improve lesion of papular elastorrhexis.[5] 
However, no treatment was administered to our patient 
due to the asymptomatic nature of the lesions.
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Trichilemmal carcinoma in a 
young adult

Sir,
Trichilemmal carcinoma is an uncommon malignant 
cutaneous adnexal tumor derived from the external root 
sheath of hair follicle. The tumor usually manifests in 
the elderly as a solitary exophytic, polypoid, ulcerated 
nodule of less than 3  cm size, with a 3:1.6  female–
male ratio.[1] It is usually found on sun‑exposed areas. 
Here we report a solitary trichilemmal carcinoma 
discovered in a young healthy adult and review the 
etiology, histopathologic characteristics, differential 
diagnosis and treatment.

A 21‑year‑old man presented with a 3‑month history 
of a slowly developing mass on his scalp. The 
lesion appeared as a 2.0  ×  2.0  cm sized, slightly 
erythematous, hard, subcutaneous nodule with mild 
tenderness [Figure 1]. There was neither a history of 
chronic sun exposure, nor a personal/family history of 
other cutaneous neoplasms. No abnormality was found 
in complete blood count, blood chemistry, urinalysis 
and syphilis reagin test. The tumor was removed by 
simple excision.

Figure  1: A  2.0  ×  2.0  cm sized, slightly erythematosus, mildly 
tender subcutaneous hard nodule on the scalp
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Histopathological examination revealed a well 
circumscribed epithelial tumor infiltrating the entire 
dermis in a lobular and trabecular pattern [Figure 2a]. 
Foci of trichilemmal keratinization characterized by 
compact abrupt keratinization with absent granular 
layer were also present  [Figure 2b and c]. The tumor 
was composed of polygonal cells with eccentric nuclei 
and abundant clear cytoplasm with a peripheral 
palisade of basaloid cells  [Figure  2d]. Some tumor 
cells exhibited bizarre and pleomorphic nuclei with 
many mitotic figures [Figure 3]. No special staining or 
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