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the fact that often in such cases, the history of ‘habit tic’ may 
not be acknowledged by the patient.

Bhushan Madke, Reshma Gadkari, Chitra Nayak
Department of Skin and VD, Topiwala National Medical 

College and Bai Yamuna Laxman Charitable Hospital, Mumbai, 
Maharashtra, India

Address for correspondence: 
Dr. Chitra Nayak, OPD 14, Second Floor, OPD building, Nair 
Hospital, B.Y.L Ch. Hospital and Topiwala National Medical 

College, Dr. Anandrao Nair Road, Mumbai Central, Mumbai, 
Maharashtra, India. E-mail: chitra212@hotmail.com

REFERENCES

1.	 Beck M, Wilkinson S. Disorders of nails: Medican canaliform dystrophy. 
In: Burns T, Breathnach S, Cox N, Griffiths C, editors. Rook’s Textbook 
of Dermatology. 7th ed. Oxford: Blackwell Science; 2004. p. 54-5.

2.	 Griego RD, Orengo IF, Scher RK. Median nail dystrophy and habit tic 
deformity: Are they different forms of the same disorder? Int J Dermatol 
1995;34:799-800.

3.	 Bottomley WW, Cunliffe WJ. Median nail dystrophy associated with 
isotretinoin therapy. Br J Dermatol 1992;127:447-8.

4.	 Dharmagunawardena B, Charles-Holmes R. Median canaliform 
dystrophy following isotretinoin therapy. Br J Dermatol 
1997;137:658- 9.

5.	 Kim BY, Jin SP, Won CH, Cho S. Treatment of median canaliform 
nail dystrophy with topical 0.1% tacrolimus ointment. J  Dermatol 
2010;37:573-4.

6.	 Wu CY, Chen GS, Lin HL. Median canaliform dystrophy of Heller 
with associated swan neck deformity. J Eur Acad Dermatol Venereol 
2009;23:1102-3.

7.	 Verma SB. Glomus tumor-induced longitudinal splitting of nail 
mimicking median canaliform dystrophy. Indian J Dermatol Venereol 
Leprol 2008;74:257-9.

8.	 Sweeney SA, Cohen PR, Schulze KE, Nelson BR. Familial median 
canaliform nail dystrophy. Cutis 2005;75:161-5.

9.	 Berbis P. [Retinoids: Mechanisms of action]. Ann Dermatol Venereol 
2010;137:97-103.

Access this article online

Quick Response Code:

Website: www.idoj.in

DOI:  
10.4103/2229-5178.101832

Seborreic keratosis with 
Bowenoid transformation
Sir,
Seborrheic keratosis is a common benign skin tumor which 
usually appears in mid-adult life.[1] Though any part of the body 
may be affected, the common sites are trunk and face. The lesion 
can show a variety of histological appearances and seven types 

have been identified: (a) irritated, (b) adenoid or reticulated, 
(c) plane, (d) clonal, (e) melanoacanthoma, (f) inverted follicular 
keratosis, and (g) benign squamous keratosis. The most 
common is the acanthotic type.[2] Most of them are benign, 
but occasionally in situ carcinoma or the so-called Bowenoid 
transformation can take place in acanthotic type of seborrheic 
keratosis. It mostly occurs in sun-exposed areas of the skin.[2]

We report the case of a 59-year-old male patient who presented 
with an exophytic growth on the dorsal aspect of left hand since 
8 years. Wide excision was done and tissue sent to pathology 
department with the clinical suspicion of Bowen’s disease.

Specimen consisted of a piece of skin tissue measuring 5 cm in 
length with an exophytic growth on the surface which measured 
0.5 cm. Figure 1 shows the clinical presentation of the lesion. 
Cut surface revealed gray brown discoloration. Microscopy 
of the lesion showed epidermis with hyperkeratosis and 
psoriasiform hyperplasia of rete ridges. Full-thickness atypia of 
rete ridge was also noted with loss of polarity of cells throughout 
the epidermis [Figure 2]. There was increased mitotic activity 
with atypical mitosis. Basement membrane was intact and 
subepithelial tissue showed dense mononuclear infiltrates 
[Figure 3]. A few horn cysts were also seen. A diagnosis of 
seborrheic keratosis with Bowenoid transformation was made.

Seborrheic keratosis is a common benign skin condition. It 
occurs as a gray to black raised lesion with a characteristic 
“stuck on” appearance. Although seborrheic keratosis appears 
to be very common, there are only few reports that document its 
transformation to in situ carcinoma.[1] Sloan and Jaworsky noted 
60 cases of in situ squamous cell carcinoma occurring among 
4310 cases (1.4%) of clinically diagnosed seborrheic keratosis. 
Malignant change seems to occur in lesions typically exposed 
to solar degeneration. In addition to Bowenoid transformation, 
invasive squamous cell carcinoma and basal cell carcinoma 
arising in seborrheic keratosis have also been reported.[3]
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Figure 1: Clinical appearance of the lesion
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Malignant change of mostly in situ carcinoma is detected on 
the microscopic examination of a long-standing seborrheic 
keratosis located in head and neck, with a recent history of 
ulceration or increasing size.[2] Though occasional Bowenoid 
transformation of the benign growth does occur, it has not been 
widely recognized due to probably lack of documentation.[4] 
Monteagudo et al. have reported recurrence in one of the three 
cases of seborrheic keratosis with Bowenoid transformation.[5] 
Few studies have shown raised bcl-2 as an apoptotic marker 
in seborrheic keratosis.[6] The presence of inflammatory cells 
consisting of mononuclear cells, particularly lymphocytes, may 
be related to an involutionary process.[7] Many of these cases are 
probably histologically reported as in situ carcinoma or Bowen’s 
disease. One has to be extra vigilant to observe tell-tale signs of 
seborrheic keratosis, at the same time not to miss the dysplastic 
changes of in situ carcinoma. It has to be emphasized that 
histopathology must be viewed in the light of clinical findings.[8] 
The additional findings of discoloration and ulceration extending 
to adjacent area helps in establishing the diagnosis.

Figure 2: Microphotograph depicts hyperkeratosis, and psoriasiform 
hyperplasia of rete ridges with full-thickness hyperplasia

Figure 3: Microphotograph showing increased mitotic activity 
in  the  rete r idge and mononuclear cel l  inf i l t rates in the 
subepithelial tissue

We are presenting this case because of its rarity and 
clinicopathologic significance that helps in early diagnosis and 
its prognostic significance to the patient.
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