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Letters to the Editor

Extrusion of pilosebaceous unit 
into blister cavity of pemphigus 
vulgaris: An artifact occurring 
as a natural phenomenon in 
pemphigus vulgaris

Sir,
Extrusion of pilosebaceous unit into the blister cavity 
of pemhigus vulgaris is a peculiar phenomenon that 
has been reported.[1] We have observed four cases of 
pemphigus vulgaris (PV) over a period of 2 years that 
displayed this peculiar finding on histopathology. 
The biopsy specimen from all these cases showed 
typical microscopic features of PV, such as suprabasal 
bulla, acantholysis and inflammatory cells in the 
bulla cavity. An additional finding in two of these 
cases was extension of the acantholytic process to 
the adnexal epithelium, which is not always evident 
in histopathologic sections in all the cases of PV 
[Figure 1]. Two cases showed extrusion of both hair 
follicle and sebaceous gland into the blister cavity, 
one case showed extrusion of sebaceous gland only 
and another case showed extrusion of the hair follicle 
only [Figure 2]. Direct immunofluorescence studies in 
one case showed deposition of IgG in the squamous 
intercellular substance in a fishnet pattern. But, there 
were no adnexal structures in the tissue subjected 
for direct immunofluorescence studies to detect 
immunoreactants around the adnexal epithelium.

This unusual, interesting, histologic finding could 

possibly be a biopsy artifact occurring as a natural 
phenomenon in cases of PV. The possible explanation 
could be that there is loosening of the pilosebaceous 
unit at the suprabasal epithelial level of the hair follicle 
as a result of extension of the acantholytic process into 
the adnexal epithelium. The extrusion of the loosened 
pilosebaceous unit could have occurred during the 
process of section-cutting, when the microtome 
knife first hits the soft corium. In patients with PV, 
autoantibodies against desmoglein 3 (Dsg3) cause loss 
of cell-cell adhesion of keratinocytes in the basal and 
immediate suprabasal layers of the stratified squamous 

epithelia resulting in acantholysis.[2] Dsg3 also anchors 
the telogen hair to the outer root sheath of the follicle, 
and this observation underscores the importance of 
desmosomes in maintaining the normal structure and 
function of the hair.[3] The presence of Dsg3 in the 
hair follicle epithelium would explain the presence 
of acantholysis in the adnexal epithelium in PV. 
Follicular acantholysis may also be a subtle histologic 
manifestation of PV, as reported by Mahalingam.[4] This 
observation of pilosebaceous unit in the blister cavity 
of PV may suggest that even though this is considered 
an artifact, this artifactual change occurs in PV 
because of loosening of the pilosebaceous unit as there 
is acantholysis in the adnexal epithelium also. This 
process has also been observed in bullous pemphigoid.[5]

This can be attributed to the same mechanism of 
extension/presence of the immunopathologic process 
around the basement membrane of the hair follicle 
resulting in loosening of the pilosebaceous unit.

We conclude that this displacement of pilosebaceous 
unit into the blister cavity in PV is because of the 
extension/presence of acantholysis in the adnexal 

Figure 1: Photomicrograph showing extension of the acantholytic 
process into the adnexal epithelium (H and E, ×200)

Figure 2: Photomicrograph showing hair follicle and sebaceous 
gland in the blister of pemphigus vulgaris (H and E, ×100)
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epithelium, attributed to the antibodies against Dsg3 
present in the suprabasal layers of the stratified 
squamous epithelial cells of the pilosebaceous unit.
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Cutaneous relapse of primary 
testicular non-Hodgkin 
lymphoma-The first sign of 
disease dissemination

Sir,
Primary non-Hodgkin lymphoma of the testis is a rare 
tumor, accounting for less than 1% of all non-Hodgkin 
lymphomas. The prognosis is poor, with majority of 
patients presenting with relapse within the first 2 
years following treatment.[1] The most common sites 
of relapse include central nervous system (CNS) and 
contralateral testis in majority of the patients.[2,3] Skin 
as the first site of relapse is uncommon and has been 
infrequently mentioned in the literature.[3,4] In this 
letter, we report a rare case of isolated cutaneous 
relapse of the testicular lymphoma 2 years following 
treatment.

A 54-year-old man presented with 2-month old 

asymptomatic red lesions on the right buttock and 
left forearm. The patient did not have any systemic 
complaints. He had been diagnosed with left testicular 
non-Hodgkin lymphoma (NHL) of diffuse large B-cell 
type (Ann Arbor stage IV) 2 years back. The lymphoma 
was positive for LCA, CD 20, CD43 and negative 
for CD3 and placental alkaline phosphate (PLAP). 
He had undergone left high orchidectomy followed 
by 8 cycles of postoperative cyclophosphamide, 
doxorubicin, vincristine, and prednisone (CHOP)-
derived chemotherapy. Since then, the disease had 
been under remission for 2 years.

The results of the patient’s general physical and 
systemic examinations were normal. There were 
2 well-defined erythematous, annular, indurated, 
mildly scaly plaques of size 5 × 4 and 3 × 2 cm on 
the lateral side of the right buttock and anterior aspect 
of the left forearm, respectively [Figures 1 and 2]. The 
forearm plaque showed mild central clearing and 3 
erythematous papular lesions proximal to it. There 
was no sensory loss and no nerve enlargement. 

In view of the past history of testicular NHL in the 
patient, a full lymphoma workup was undertaken. 
Levels of hematological and biochemical parameters, 
including serum lactate dehydrogenase level, were 
normal. X-ray chest, computed tomography scans 
of head and neck, chest, abdomen and pelvis did 
not show any evidence of lymphoma recurrence. 
Results of bone marrow examination, bone scan of the 
body and cerebrospinal fluid examination were also 
normal. Whole-body Positron emission tomography 
- computed tomography (PET-CT) scan showed focal 
involvement in the region of the cutaneous plaques, 
indicating isolated relapse of testicular lymphoma 
in the skin. Histopathological examination of the 
cutaneous plaques showed normal epidermis with 
heavy, diffuse and interstitial infiltrate of atypical 
intermediate and large mononuclear lymphoid cells 
in the entire thickness of the dermis [Figures 3 and 
4]. On immunohistochemistry, the mononuclear cells 
were positive for LCA, CD 20, CD43 and negative for 
CD 3. The CD expression was identical to the original 
testicular tumor. A diagnosis of isolated cutaneous 
relapse of primary testicular B-cell lymphoma was 
made, and the patient was referred to oncology for 
further management. Treatment with rituximab 
(monoclonal antibody against CD 20) was initiated 
for his cutaneous lesion, with partial response. 
Eventually the patient developed relapses in the 
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