
 
Figure-3: Hyperkeratosis and  Keratin-filled crater.

Histopathology of section taken from Verrucous plaque 
reveal a verruca vulgaris It shows a papillary process,  
hyperkeratosis, parakeratosis and Koilocytes (figure:4). 
 

Figure-4: Hyperkeratosis with Koilocytes.

Histopathology of section taken from the margin of 
Porokeratotic border showed oblique invagination 
containing coronoid lamella.  The squamous cells in the 
base of invagination shows mild dyskeratosis. The dermis 
contains moderate perivascular infiltration of chronic 
inflammatory cells (figure:5).

 

Figure-5: Coronoid lamella with absent granular layer.

On the basis of the benign course of the presenting lesion 
and clinicopathological features, our final diagnosis was 
Keratoacanthoma,Verruca vulgaris arising over Porokerat- 
osis of Mibelli.
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Abstract 
Introduction: This case report highlighting the presence of keratoacanthoma and verruca vulgaris  over the lesion of  
porokeratosis of mibelli. Case Report: In this case a 50-year-old housewife came with large well-defined 
asymptomatic plaque over the upper part of back of the trunk for last 10 years. After evaluation we got the presence of 
keratoacanthoma and verruca vulgaris on the plaque of porokeratosis of mibelli. Discussion: Porokeratosis is a 
clonal expansion of keratinocytes. Among the neoplasm squmous cell carcinoma (SCC) is the most commonly 
reported malignancy in porokeratosis. But in our case we didn’t find lesion of SCC. Porokeratosis of Mibelli, 
Keratoacanthoma and Verruca vulgaris have an association with human papilloma virus(HPV). This 
eithopathogenesis may be related to our clinical finding. Conclusion: There were reporting of squmous cell 
carcinoma or  keratoacanthoma on Porokeratosis of Mibelli. But in our case we found both Keratoacanthoma and 
Verruca Vulgaris over Porokeratosis of Mibelli.
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Introduction
Porokeratosis refers to a heterogeneous group of keratinization 
disorders, in which the presence of a so called ‘cornoid lamella’ in a 
lesion can be seen1. On the other hand, keratoacanthoma is a rapidly 
evolving tumour of the skin, composed of keratinizing squamous 
cells originating in pilosebaceous follicles and resolving 
spontaneously if untreated2. Verruca vulgaris are benign tumours 
caused by infection of keratinocytes with HPV, visible as well 
defined hyperkeratotic protrusions3. Here  we are reporting  a case of 
Keratoacanthoma, Verruca vulgaris in a lesion of Porokeratosis of 
Mibelli.
Case report
Mrs. Mojiron, 50-year-old housewife, normotensive, nondiabetic 
hailing from Gendari, Tangail presented to us with a large 
well-defined asymptomatic plaque over the upper part of back of the 
trunk for last 10 years. Initially she developed a small papule over 
her left shoulder, which spreads peripherally, involving her left 
upper back and part of right upper back of the trunk. She also 
complained of development of multiple asymptomatic exophytic 
nodules with warty surface and some smooth dome shaped nodules 
within the plaque for last two years. There were no history of pain, 
bleeding on lesional area. There were no history of fever, joint pain, 
photosensitivity and any symptoms pertaining to other systemic 
illness. She was a mother of four sons. None of her family members 
were affected by such condition. Patient was mildly anemic, no 
lymphadenopathy or organomegaly. 
There was a well-defined large plaque about (27×18) cm in diameter 
situated over left shoulder, left upper back and part of right upper 
back. Plaque was irregular in outline and surrounded by raised fine 
keratotic elevated border with a central groove. The enclosed central 
portion is dry, dyspigmented, scaly and atrophic in some places.
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There were multiple dyspigmented nodules of different sizes 
were situated within the large plaque. Largest one was 
approx.20-25 mm in size.  Nodules were firm, smooth, shiny 
and dome shaped. One of them had smooth crater filled with 
a central keratin plaque situated on the left upper back.
There were some large well-defined plaques situated within 
and at the margin of the initial large plaque, some of these 
plaques had verrucous and some had scaly surface. They 
were hypopigmented to erythematous in color and firm in 
consistency. There were no active bleeding or discharge on 
the lesions (figure: 1).

 

Figure-1: Large plaque with raised fine keratotic border with  
dome shaped papule with central crater with verrucous  surface.

There was a large exophytic nodule with verrucous upper 
surface and erythematous lateral surface with a collar at the 
base  measuring about  7cm (approx.) in length and 4cm 
(approx) in width at base (figure :2).

 

Figure-2: Exophytic nodule with verrucous upper surface.

With the above scenario our provisional diagnosis was 
Porokeratosis of Mibeli with Keratoacanthoma with 
Verruca vulgaris. Our differential diagnoses were 
Keratoacanthoma centrifugum marginatum, Squamous cell 
carcinoma, cutaneous horn and Porokeratoma. 
We performed an excisional biopsy of a crateriform nodule 
and Verrucous plaque.  A 4 mm incisional biopsy was also 
taken from the border of the porokeratotic plaque of the 
patient.
Histopathology of section taken from crateriform nodule 
reveal a keratoacanthoma. It reveals marked hyperkeratosis 
(figure :3).

Considering the scenario, we treated the patient with 
systemic Acitretin 50mg daily for 3 months (figure: 6) 
followed by 25 mg daily for one year.  Patient improved 
symptomatically and is under regular follow-up.

 

Figure-6:  Lesional area after 3 months of treatment.

Discussion: 
A porokeratosis is a clonal expansion of keratinocytes 
which differentiate abnormally but are not hyperproliferative. 
Porokeratoses may present as single or multiple lesions and 
may be localized or disseminated. All forms show a thin 
column of parakeratosis, the cornoid lamella, representing 
the active border4,5. Porokeratosis of Mibelli starts as a 
single or small group of keratotic papules which may be 
pigmented. These gradually grow over years to form one or 
more irregular plaques with a thin, keratotic and well 
demarcated border. The central area may be atrophic, either 
hyper or hypopigmented, hairless and anhidrotic. Occasio- 
nally, giant and verrucous forms of the disease may occur. 
Lesions are generally distributed on the extremities but can 
occur anywhere on the body6. It usually begins during 
infancy or childhood. Inheritance is usually autosomal 
dominant7. Squmous cell carcinoma is the most commonly 
reported malignancy in porokeratosis. Other associated 
neoplasms reported are Bowen’s disease, basal cell 
carcinoma, diffuse large B cell lymphoma, and others7,8.
Keratoacanthomas are exoendophytic lesions with an 
invaginating mass of keratinizing, well differentiated 
squamous epithelium present at the sides and bottom of the 
lesion. There is a central keratin filled crater which enlarges 
with the maturation as well as the evolution of the lesion. 
Another diagnostic feature is the lipping or buttressing of 
the edges of the lesion which overlap the central crater, 
giving it a symmetrical appearance. Epithelial atypia and 
mitoses are not usual features. There may be a moderately 
heavy mixed infiltrate of inflammatory cells in the adjacent 
dermis, and this is often moderately heavy. Histological 
features which favor a diagnosis of keratoacanthoma over 
squamous cell carcinoma, low power architecture with a 
flask like configuration and central keratin plug, as well as 
the pattern of cell keratinization with large central cells 
with eosinophilic cytoplasm9.The exact etiopathogenesis of 

keratoacanthoma is unclear; however, suspected inciting 
factors include ultraviolet light, genetic factors, 
immunosuppression, chemical carcinogens, viruses, 
various types of mechanical trauma, or it may arise 
secondary to other skin lesions such as psoriasis, discoid 
lupus erythematosus, herpes zoster, lichen planus, 
seborrheic dermatitis, pemphigus foliaceus, and others cell 
carcinoma (SCC) include the characteristic10,11,12.
Verruca vulgaris is the general wart of the skin frequently 
located on hands, fingers, knees and elbows. It is primarily 
related to three important human papilloma viruses HPV-2, 
HPV-4, and HPV-40. HPV causes a restricted growth in the 
superficial layer of the skin and thus verruca vulgaris is 
hyperkeratotic, exophytic, dome shaped papules or 
nodules. The lesions are typically sessile, verrucous with 
discrete borders. HPV essentially causes intraepithelial 
extended infectious cycle with no cell death or viraemia13.
We are reporting a rare association of Porokeratoses of 
Mibelli, Keratoacanthoma and Vertruca vulgaris in as same 
lesion. Former studies have indicated an association of 
Porokeratoses of Mibelli with Keratoacanthoma14. 
However till date no case of Verruca vulgaris has been 
reported to appear over Porokeratosis of Mibelli. In 
Keratoacanthoma, human papilloma virus like particles has 
been demonstrated but no predominant HPV type has been 
found15,16. In Porokeratoses of Mibelli evidence of HPV 
types 66 and 14 respectively were described17. Such a 
disease association is rare and it may be related to HPV.  
Therefore, we suggest any suspicious skin lesion in 
porokeratosis of mibelli needs Immunohistochemistry or 
immunocytochemistry using type common or type‐specific 
antibodies and Polymerase Chain Reaction   for HPV DNA.
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Porokeratosis of Mibeli with Keratoacanthoma with 
Verruca vulgaris. Our differential diagnoses were 
Keratoacanthoma centrifugum marginatum, Squamous cell 
carcinoma, cutaneous horn and Porokeratoma. 
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and Verrucous plaque.  A 4 mm incisional biopsy was also 
taken from the border of the porokeratotic plaque of the 
patient.
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the active border4,5. Porokeratosis of Mibelli starts as a 
single or small group of keratotic papules which may be 
pigmented. These gradually grow over years to form one or 
more irregular plaques with a thin, keratotic and well 
demarcated border. The central area may be atrophic, either 
hyper or hypopigmented, hairless and anhidrotic. Occasio- 
nally, giant and verrucous forms of the disease may occur. 
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dominant7. Squmous cell carcinoma is the most commonly 
reported malignancy in porokeratosis. Other associated 
neoplasms reported are Bowen’s disease, basal cell 
carcinoma, diffuse large B cell lymphoma, and others7,8.
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invaginating mass of keratinizing, well differentiated 
squamous epithelium present at the sides and bottom of the 
lesion. There is a central keratin filled crater which enlarges 
with the maturation as well as the evolution of the lesion. 
Another diagnostic feature is the lipping or buttressing of 
the edges of the lesion which overlap the central crater, 
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mitoses are not usual features. There may be a moderately 
heavy mixed infiltrate of inflammatory cells in the adjacent 
dermis, and this is often moderately heavy. Histological 
features which favor a diagnosis of keratoacanthoma over 
squamous cell carcinoma, low power architecture with a 
flask like configuration and central keratin plug, as well as 
the pattern of cell keratinization with large central cells 
with eosinophilic cytoplasm9.The exact etiopathogenesis of 
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HPV-4, and HPV-40. HPV causes a restricted growth in the 
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We are reporting a rare association of Porokeratoses of 
Mibelli, Keratoacanthoma and Vertruca vulgaris in as same 
lesion. Former studies have indicated an association of 
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However till date no case of Verruca vulgaris has been 
reported to appear over Porokeratosis of Mibelli. In 
Keratoacanthoma, human papilloma virus like particles has 
been demonstrated but no predominant HPV type has been 
found15,16. In Porokeratoses of Mibelli evidence of HPV 
types 66 and 14 respectively were described17. Such a 
disease association is rare and it may be related to HPV.  
Therefore, we suggest any suspicious skin lesion in 
porokeratosis of mibelli needs Immunohistochemistry or 
immunocytochemistry using type common or type‐specific 
antibodies and Polymerase Chain Reaction   for HPV DNA.
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With the above scenario our provisional diagnosis was 
Porokeratosis of Mibeli with Keratoacanthoma with 
Verruca vulgaris. Our differential diagnoses were 
Keratoacanthoma centrifugum marginatum, Squamous cell 
carcinoma, cutaneous horn and Porokeratoma. 
We performed an excisional biopsy of a crateriform nodule 
and Verrucous plaque.  A 4 mm incisional biopsy was also 
taken from the border of the porokeratotic plaque of the 
patient.
Histopathology of section taken from crateriform nodule 
reveal a keratoacanthoma. It reveals marked hyperkeratosis 
(figure :3).

Considering the scenario, we treated the patient with 
systemic Acitretin 50mg daily for 3 months (figure: 6) 
followed by 25 mg daily for one year.  Patient improved 
symptomatically and is under regular follow-up.

 

Figure-6:  Lesional area after 3 months of treatment.

Discussion: 
A porokeratosis is a clonal expansion of keratinocytes 
which differentiate abnormally but are not hyperproliferative. 
Porokeratoses may present as single or multiple lesions and 
may be localized or disseminated. All forms show a thin 
column of parakeratosis, the cornoid lamella, representing 
the active border4,5. Porokeratosis of Mibelli starts as a 
single or small group of keratotic papules which may be 
pigmented. These gradually grow over years to form one or 
more irregular plaques with a thin, keratotic and well 
demarcated border. The central area may be atrophic, either 
hyper or hypopigmented, hairless and anhidrotic. Occasio- 
nally, giant and verrucous forms of the disease may occur. 
Lesions are generally distributed on the extremities but can 
occur anywhere on the body6. It usually begins during 
infancy or childhood. Inheritance is usually autosomal 
dominant7. Squmous cell carcinoma is the most commonly 
reported malignancy in porokeratosis. Other associated 
neoplasms reported are Bowen’s disease, basal cell 
carcinoma, diffuse large B cell lymphoma, and others7,8.
Keratoacanthomas are exoendophytic lesions with an 
invaginating mass of keratinizing, well differentiated 
squamous epithelium present at the sides and bottom of the 
lesion. There is a central keratin filled crater which enlarges 
with the maturation as well as the evolution of the lesion. 
Another diagnostic feature is the lipping or buttressing of 
the edges of the lesion which overlap the central crater, 
giving it a symmetrical appearance. Epithelial atypia and 
mitoses are not usual features. There may be a moderately 
heavy mixed infiltrate of inflammatory cells in the adjacent 
dermis, and this is often moderately heavy. Histological 
features which favor a diagnosis of keratoacanthoma over 
squamous cell carcinoma, low power architecture with a 
flask like configuration and central keratin plug, as well as 
the pattern of cell keratinization with large central cells 
with eosinophilic cytoplasm9.The exact etiopathogenesis of 

keratoacanthoma is unclear; however, suspected inciting 
factors include ultraviolet light, genetic factors, 
immunosuppression, chemical carcinogens, viruses, 
various types of mechanical trauma, or it may arise 
secondary to other skin lesions such as psoriasis, discoid 
lupus erythematosus, herpes zoster, lichen planus, 
seborrheic dermatitis, pemphigus foliaceus, and others cell 
carcinoma (SCC) include the characteristic10,11,12.
Verruca vulgaris is the general wart of the skin frequently 
located on hands, fingers, knees and elbows. It is primarily 
related to three important human papilloma viruses HPV-2, 
HPV-4, and HPV-40. HPV causes a restricted growth in the 
superficial layer of the skin and thus verruca vulgaris is 
hyperkeratotic, exophytic, dome shaped papules or 
nodules. The lesions are typically sessile, verrucous with 
discrete borders. HPV essentially causes intraepithelial 
extended infectious cycle with no cell death or viraemia13.
We are reporting a rare association of Porokeratoses of 
Mibelli, Keratoacanthoma and Vertruca vulgaris in as same 
lesion. Former studies have indicated an association of 
Porokeratoses of Mibelli with Keratoacanthoma14. 
However till date no case of Verruca vulgaris has been 
reported to appear over Porokeratosis of Mibelli. In 
Keratoacanthoma, human papilloma virus like particles has 
been demonstrated but no predominant HPV type has been 
found15,16. In Porokeratoses of Mibelli evidence of HPV 
types 66 and 14 respectively were described17. Such a 
disease association is rare and it may be related to HPV.  
Therefore, we suggest any suspicious skin lesion in 
porokeratosis of mibelli needs Immunohistochemistry or 
immunocytochemistry using type common or type‐specific 
antibodies and Polymerase Chain Reaction   for HPV DNA.
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Figure-3: Hyperkeratosis and  Keratin-filled crater.

Histopathology of section taken from Verrucous plaque 
reveal a verruca vulgaris It shows a papillary process,  
hyperkeratosis, parakeratosis and Koilocytes (figure:4). 
 

Figure-4: Hyperkeratosis with Koilocytes.

Histopathology of section taken from the margin of 
Porokeratotic border showed oblique invagination 
containing coronoid lamella.  The squamous cells in the 
base of invagination shows mild dyskeratosis. The dermis 
contains moderate perivascular infiltration of chronic 
inflammatory cells (figure:5).

 

Figure-5: Coronoid lamella with absent granular layer.

On the basis of the benign course of the presenting lesion 
and clinicopathological features, our final diagnosis was 
Keratoacanthoma,Verruca vulgaris arising over Porokerat- 
osis of Mibelli.

There were multiple dyspigmented nodules of different sizes 
were situated within the large plaque. Largest one was 
approx.20-25 mm in size.  Nodules were firm, smooth, shiny 
and dome shaped. One of them had smooth crater filled with 
a central keratin plaque situated on the left upper back.
There were some large well-defined plaques situated within 
and at the margin of the initial large plaque, some of these 
plaques had verrucous and some had scaly surface. They 
were hypopigmented to erythematous in color and firm in 
consistency. There were no active bleeding or discharge on 
the lesions (figure: 1).

 

Figure-1: Large plaque with raised fine keratotic border with  
dome shaped papule with central crater with verrucous  surface.

There was a large exophytic nodule with verrucous upper 
surface and erythematous lateral surface with a collar at the 
base  measuring about  7cm (approx.) in length and 4cm 
(approx) in width at base (figure :2).

 

Figure-2: Exophytic nodule with verrucous upper surface.

With the above scenario our provisional diagnosis was 
Porokeratosis of Mibeli with Keratoacanthoma with 
Verruca vulgaris. Our differential diagnoses were 
Keratoacanthoma centrifugum marginatum, Squamous cell 
carcinoma, cutaneous horn and Porokeratoma. 
We performed an excisional biopsy of a crateriform nodule 
and Verrucous plaque.  A 4 mm incisional biopsy was also 
taken from the border of the porokeratotic plaque of the 
patient.
Histopathology of section taken from crateriform nodule 
reveal a keratoacanthoma. It reveals marked hyperkeratosis 
(figure :3).
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Considering the scenario, we treated the patient with 
systemic Acitretin 50mg daily for 3 months (figure: 6) 
followed by 25 mg daily for one year.  Patient improved 
symptomatically and is under regular follow-up.

 

Figure-6:  Lesional area after 3 months of treatment.

Discussion: 
A porokeratosis is a clonal expansion of keratinocytes 
which differentiate abnormally but are not hyperproliferative. 
Porokeratoses may present as single or multiple lesions and 
may be localized or disseminated. All forms show a thin 
column of parakeratosis, the cornoid lamella, representing 
the active border4,5. Porokeratosis of Mibelli starts as a 
single or small group of keratotic papules which may be 
pigmented. These gradually grow over years to form one or 
more irregular plaques with a thin, keratotic and well 
demarcated border. The central area may be atrophic, either 
hyper or hypopigmented, hairless and anhidrotic. Occasio- 
nally, giant and verrucous forms of the disease may occur. 
Lesions are generally distributed on the extremities but can 
occur anywhere on the body6. It usually begins during 
infancy or childhood. Inheritance is usually autosomal 
dominant7. Squmous cell carcinoma is the most commonly 
reported malignancy in porokeratosis. Other associated 
neoplasms reported are Bowen’s disease, basal cell 
carcinoma, diffuse large B cell lymphoma, and others7,8.
Keratoacanthomas are exoendophytic lesions with an 
invaginating mass of keratinizing, well differentiated 
squamous epithelium present at the sides and bottom of the 
lesion. There is a central keratin filled crater which enlarges 
with the maturation as well as the evolution of the lesion. 
Another diagnostic feature is the lipping or buttressing of 
the edges of the lesion which overlap the central crater, 
giving it a symmetrical appearance. Epithelial atypia and 
mitoses are not usual features. There may be a moderately 
heavy mixed infiltrate of inflammatory cells in the adjacent 
dermis, and this is often moderately heavy. Histological 
features which favor a diagnosis of keratoacanthoma over 
squamous cell carcinoma, low power architecture with a 
flask like configuration and central keratin plug, as well as 
the pattern of cell keratinization with large central cells 
with eosinophilic cytoplasm9.The exact etiopathogenesis of 

keratoacanthoma is unclear; however, suspected inciting 
factors include ultraviolet light, genetic factors, 
immunosuppression, chemical carcinogens, viruses, 
various types of mechanical trauma, or it may arise 
secondary to other skin lesions such as psoriasis, discoid 
lupus erythematosus, herpes zoster, lichen planus, 
seborrheic dermatitis, pemphigus foliaceus, and others cell 
carcinoma (SCC) include the characteristic10,11,12.
Verruca vulgaris is the general wart of the skin frequently 
located on hands, fingers, knees and elbows. It is primarily 
related to three important human papilloma viruses HPV-2, 
HPV-4, and HPV-40. HPV causes a restricted growth in the 
superficial layer of the skin and thus verruca vulgaris is 
hyperkeratotic, exophytic, dome shaped papules or 
nodules. The lesions are typically sessile, verrucous with 
discrete borders. HPV essentially causes intraepithelial 
extended infectious cycle with no cell death or viraemia13.
We are reporting a rare association of Porokeratoses of 
Mibelli, Keratoacanthoma and Vertruca vulgaris in as same 
lesion. Former studies have indicated an association of 
Porokeratoses of Mibelli with Keratoacanthoma14. 
However till date no case of Verruca vulgaris has been 
reported to appear over Porokeratosis of Mibelli. In 
Keratoacanthoma, human papilloma virus like particles has 
been demonstrated but no predominant HPV type has been 
found15,16. In Porokeratoses of Mibelli evidence of HPV 
types 66 and 14 respectively were described17. Such a 
disease association is rare and it may be related to HPV.  
Therefore, we suggest any suspicious skin lesion in 
porokeratosis of mibelli needs Immunohistochemistry or 
immunocytochemistry using type common or type‐specific 
antibodies and Polymerase Chain Reaction   for HPV DNA.
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