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Figure 3: Histopathological evaluation of a specimen from the ulcer 
showing perivascular infiltrate of neutrophils and few lymphocytes in 
the superficial and deep dermis under H and E, ×40

Figure 4: Healed ulcer over the both the elbows after two months of 
stopping ciprofloxacin and medical intervention.

propylthiouracil,[1] pegfilgastrim – a granulocyte-stimulating 
factor,[2] and gefinib – an inhibitor of epidermal growth factor 
receptor.[3] Diagnosis of PG is based on history of an underlying 
disease, typical clinical presentation, histopathology, and exclusion 
of other diseases that would lead to a similar appearance. Our 
patient presented with renal dysfunction, thrombocytopenia, 
purpuric rash and pyoderma gangrenosum on the limbs following 
ciprofloxacin. Renal dysfunction and thrombocytopenia improved 
after withdrawing ciprofloxacin. He was treated with oral steroids 
and salazopyrine for PG. The temporal correlation with the drug, 
clinical appearance of the ulcers, histopathological findings, 
exclusion of other conditions and absence of new lesions after 
stopping ciprofloxacin led to a diagnosis of PG secondary to 
ciprofloxacin. We present our case as there are not many reports 
of PG secondary to ciprofloxacin mentioned in literature.

M. Kumaresan, Reena Rai, Shanmuga Sekar,  
Karthika Natarajan

Department of Dermatology, PSG Institute of Medical Sciences 
and Research, Coimbatore, India

Address for correspondence: Dr. Kumaresan M, 
Department of Dermatology, PSG Institute of Medical Sciences 

and Research, Coimbatore, India. 
E-mail: dr_kumaresh@yahoo.co.in

Access this article online

Quick Response Code:

Website: www.idoj.in

DOI:  
10.4103/2229-5178.86010 

REFERENCES

1.	 Gungor K, Gonen S, Kisakol G, Dikbas O, Kaya A. ANCA positive 
propylthiouracil induced pyoderma. gangrenosum. J Endocrinol Invest 
2006;29:575-6. 

2.	 White LE, Villa MT, Petronic-Rosic V, Jiang J, Medenica MM. Pyoderma 
gangrenosum related to a new granulocyte colony-stimulating factor. 
Skinmed 2006;5:96-8. 

3.	 Sagara R, Kitami A, Nakada T, Iijima M. Adverse reactions to gefitinib 
(Iressa): Revealing sycosis-and pyoderma gangrenosum-like lesions. 
Int J Dermatol 2006;45:1002-3.

Extensive verrucous 
seborrheic keratosis 
mimicking deep mycoses
Sir,
A 55-year-old male farmer presented with asymptomatic, slowly 
progressive cauliflower-like growths initially appearing on back 
with subsequent involvement of other parts of body of 20 years 
duration. There was no preceding history of trauma, bleeding/
discharge from lesions or any systemic complaints.

Physical examination revealed multiple skin colored and 
hyperpigmented soft non tender verrucous plaques and nodules 
of varying sizes, asymmetrically distributed over limbs and trunk 
predominantly, with little involvement of palms, soles and scalp 
[Figures 1-3]. Hair, nails and mucous membranes were normal.

Routine hematological investigations, liver, renal functions 
and chest X-ray were normal. Serology for HIV was 
negative. Repeated biopsies from lesions over back showed 
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hyperkeratosis, acanthosis and papillomatosis with good 
number of horn cysts in epidermis. Dermis showed capillary 
proliferation and mild lymphocytic infiltrates [Figure 4]. There 
was no evidence of malignancy, and staining for Acid fast 
bacilli and Periodic acid schiff was negative. Features were 
suggestive of acanthotic seborrheic keratosis.

Seborrheic keratosis is a common benign epithelial tumor of 
unknown etiology, which can arise anywhere on the skin but 
with the exception of palms and soles. The mucus membranes 
are also generally spared. Lesions may be solitary, but more 
often they are disseminated in large numbers, especially in 
older patients.[1] 

Extensive truncal seborrheic keratosis in association of 
lepromatous leprosy has been documented.[2] Atypical 
presentations mimicking other dermatological disorders have 
also been observed. Giant perianal seborrheic keratosis 

Figure 2: Verrucous plaques asymmetrically distributed over limbs

Figure 3: Close up of a lesion over hand Figure 4: Histopathology showing hyperkeratosis, acanthosis and 
papillomatosis with horn cysts in epidermis (H and E, ×40)

Figure 1: Verrucous plaques over trunk and limbs

mimicking Condylomata acuminata and pigmented seborrheic 
keratoses of the vulva clinically mimicking a malignant 
melanoma have been reported.[3,4] A case of seborrheic 
keratosis following Blaschko’s lines has been published.[5] A 
giant lesion of seborrheic keratosis on perineal and scrotal 
areas in a mentally disabled young man complicated by myiasis 
has been reported recently.[6]

Seborrheic keratoses may be removed to exclude the presence 
of malignancy (if clinical findings are equivocal), to treat 
inflammation caused by irritation, or most commonly cosmetic 
reasons. The treatment of choice is removal of the lesion using 
one of various operative procedures currently available viz 
shave excision, crurettage, electrodessication, cryotherapy 
and ablative lasers. Despite some reports on topical (vitamin 
D analogs, tazarotene) and systemic (vitamin D analogs) 
drug therapy in seborrheic keratoses, such approaches have 
generally proven to be unsuccessful. Patients with a large 
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number of seborrheic keratoses, sometimes well over 100, 
present a particular challenge, if the patient wishes to have 
them removed given the limitations on performing multiple 
surgeries.[1]

Treatment option of surgical excision in multiple sittings was 
declined by the patient. Involvement of palms and soles and 
extensive verrucous seborrheic keratosis mimicking deep 
mycoses hitherto unreported were interesting observations in 
this therapeutically challenging case.
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Atrophoderma of Pasini and 
Pierini
Sir,
A 38-year-old man was under treatment for cutaneous 
leishmaniasis (single lesion) in our department. The skin 
examination revealed  multiple asymptomatic, hyperpigmented 
patches of various sizes (2 to 6 cm)  over back and thighs, 
which according to the patient were present since childhood 

and he had not taken any treatment for them. These patches 
were depressed below the level of skin surface with well-
defined border giving an impression of “cliff drop” appearance  
[Figure 1]. There was no induration, tenderness but slight 
atrophy was perceived. The lesions were nonprogressive. 
There was no history of any trauma, infection, or ulceration 
at the sites. Laboratory examination including total and 
differential lymphocytic count, erythrocyte sedimentation 
rate, renal function tests, liver function test, and antinuclear 
antibody test were within normal limits. Chest X-ray was 
normal. Histopathological examination revealed normal 
epidermis, hyalinization of collagen in dermis with minimal 
scattered inflammatory infiltrate. Dermis was slightly reduced 
in thickness [Figures 2 and 3] as compared with  normal 
adjacent skin. A diagnosis of atrophoderma of Pasini and Pierini 
(APP) was made on the basis of clinical and histopathological  
examination. 

In 1923, Pasini[1] described the entity under the name 
progressive idiopathic atrophoderma. In 1936, in Argentina, 
Pierini and Vivoli[2] extensively studied and defined the 
condition and its possible link to morphea. In 1958, Canizares 
et al.[3] reviewed Pierini’s findings and renamed it idiopathic 
APP. Canizares et al. believed that idiopathic APP differed 
sufficiently from morphea to classify it as a distinct entity. In 
2000, Yokoyama et al.[4] reported that skin glycosaminoglycans 
extracted from idiopathic APP lesions are different from those in 
typical morphea lesions. The cause of APP is not known. The 
pathophysiologic events that cause the discrete lesions seen 
clinically, as well as the timing of their appearance, are also 
unknown. Some authors have suggested a role for infection with 
Borrelia burgdorferi. APP is a benign, asymptomatic disease 
and is not associated with any significant complications or 
mortality. It usually begins insidiously in individuals during the 
second or third decade of life. However, it has been described 
in individuals as young as 7 years old and as old as 66 years, 
with one report of congenital atrophoderma.[5]

The precise classification and exact nosology of APP have 
always been a matter of debate. Some authors believe it to be 
a variant of localized scleroderma or morphea on the basis of 
certain clinical or histopathological grounds. These are sclerosis 
and induration in some lesions of APP. Morphea and APP 
were observed in the same patient; in its late atrophic stage, 
lesions of morphea resemble APP and homogenization of 
collagen and a perivascular lymphocytic infiltrate are common 
histological features seen in morphea and APP.[6] However, 
there are certain features which suggest that APP and morphea 
are different entities. Morphea characteristically begins as 
a discrete circumscribed, erythematous-to-sclerotic plaque, 
often with a white center and characteristic peripheral lilac 
rim. APP lack sclerosis, and lesions commonly coalesce over 
time, producing a moth-eaten appearance that is not consistent 
with morphea.[7]

APP is a form of dermal atrophy that manifests as single or 
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