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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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CNS, gastrointestinal tract, lungs and liver before 
succumbing to his illness 13 months after the initial 
diagnosis of cutaneous relapse.

Lymphomas are malignancies of lymphoid cells 
which present as solid tumors of the immune system. 
The non-Hodgkin lymphomas may manifest either 
as primary lymph-node disease or may involve an 
extranodal site.[1] Primary non-Hodgkin lymphoma of 
the testis is a rare neoplasm occurring in older men. It 
accounts for 1% of all non-Hodgkin lymphomas and 
1% to 7% of all testicular malignancies. Histologically 
80% to 90% of the primary testicular lymphomas 
are of diffuse large B-cell immunophenotype.[1-3] The 
prognosis is poor, with majority of patients presenting 
with relapse in the CNS and contralateral testis within 
the first 2 years following treatment.[2,3] Rarely patients 
may show relapse at other extranodal sites, such as 
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bone, bone marrow, lung, adrenal glands, skin, liver, 
gastrointestinal tract and spleen.[4,5] The cause of 
extranodal relapse in primary testicular lymphomas 
remains unclear. A particular pattern of aberrant 
expression of adhesion molecules on the neoplastic 
cells resulting in poor adhesion of lymphoma cells 
to the extracellular matrix of the primary neoplasm 
and alteration of cell-mediated host responses may 
contribute to this behavior.[6] Thus a patient with a 
history of lymphoid malignancy (nodal or extranodal), 
presenting with a cutaneous plaque should be 
thoroughly investigated keeping in view the possibility 
of cutaneous relapse of the lymphoma.
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Figure 1: Erythematous, indurated plaque on the right buttock

Figure 3: Heavy, diffuse and interstitial infiltrate of atypical 
intermediate and large mononuclear lymphoid cells in the entire 
thickness of the dermis (H and E, ×200)

Figure 2: Erythematous, indurated plaque with central clearing 
and 3 proximal papular lesions on the left forearm

Figure 4: Infiltrate of atypical intermediate and large mononuclear 
lymphoid cells in the dermis (H and E, ×400)
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Multiple elastomas in a 6-month-
old child

Sir,
Connective tissue nevi can either occur as isolated 
lesions or form a part of inherited syndromes like 
Buschke-Ollendorff syndrome (BOS). We report a case 
of multiple juvenile elastomas in a 6-month-old child, 
which could be a forme fruste of BOS, for its peculiar 
and rare presentation.

A 6-month-old girl, product of a non-consanguineous 
marriage, presented with multiple asymptomatic, 
raised skin lesions all over the body, since birth. The 
skin lesions did not increase in number; however, they 
increased in size, proportionate to the body growth. 
The cutaneous examination showed multiple skin 
colored to yellowish, round to oval, soft to firm, discrete 
papules and plaques, scattered all over, with relatively 
more involvement of the face and trunk [Figure 1]. 
The ophthalmological examination was normal. 
The histopathology of the plaque did not reveal any 
abnormality on routine hematoxlin and eosin staining. 
However, special staining with Verhoeff van-Gieson 

stain showed thick interlacing bundles of elastic 
fibers running between the normal collagen bundles  
[Figure 2]. The skeletal survey did not show areas 
of increased opacities or any other abnormality. The 
hemogram, serum biochemistry and calcium levels 
were normal. Other members in the family, including 
the parents and two siblings, did not have any skin 
lesions, but they could not be screened radiologically.

BOS is a rare autosomal-dominant disorder, 
characterized by connective tissue nevi (elastomas) 
and osteopoikilosis. It has been shown that patients 
with BOS can have skin lesions alone or only bone 
involvement without any skin lesions.[1] BOS is caused 
due to loss of function mutation in the LEMD3 gene on 
chromosome 12q14.
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Figure 1: Multiple skin colored to yellowish, discrete papules 
and plaques

Figure 2: Verhoeff van-Gieson stain section showing thick 
interlacing bundles of elastic fibers
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