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may be formed and released from macrophages. Parallels to
the pathogenesis of silica-induced scleroderma are given, as
observed in 111 patients in our department (14).

As silica cannot be removed from the body, its precipitating
effect cannot be stopped. This indicates that the clinical course
is that of classical autoimmune diseases, with progressions and
remissions. The therapy has to be in line with these facts and
has to be adjusted according to the criteria of the clinical
activity of the disease. The best way to prevent this type of
SLE is to minimize the exposure to silica.
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Centroblastic-centrocytic Lymphoma Arising at the Site of Previous Herpes Zoster Eruption

Sir,
The development of a skin disorder at the site of an unrelated,
already healed disease is known as isotopic response.

We describe a patient in whom a centrocytic-centroblastic
lymphoma developed at the site of a previous herpes zoster.

CASE REPORT

In 1994, a 58-year-old Caucasian man had a herpes zoster eruption
on the left antero-lateral thoracic region. Three months later, asympto-
matic, firm, brown-red papulonodular lesions, 0.5-2.0 cm wide, began
to develop on the zoster site, where only a pigmented macule had
remained (Fig. 1). Axillary lymph nodes and spleen were not palpable.

Laboratory tests, including complete blood cell counts, liver and
renal function, were within normal ranges. No concurrent extracutane-
ous disease findings were detected by chest radiography, computerized
abdominal tomography and echography.

Histopathology of a nodular lesion showed a lymphoid infiltrate in
the papillary and reticular dermis without epidermotropism, mainly
composed of a mixed centrocytic/centroblastic population with a
conspicuous follicular pattern. Collagen bundles were in part dissoci-
ated by the infiltrate. Immunohistochemically, most of the lymphoid
cells stained with anti-CD20 monoclonal antibodies and a few of them
with anti-CD3 monoclonal antibodies. Immunocytochemistry showed
a monoclonal proliferation of cells staining for mu and kappa chains.

Treatment with natural interferon alpha (3 MU three times a week
IM) was initiated, and the lesions cleared completely in 8§ months.
The drug was then stopped and, 3 months later, the tumour relapsed
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Fig. 1. Papulo-nodular lesions surrounded by annular erythema on
the left antero-lateral thoracic region.

in the same area. The lesions partly cleared after a second course of
interferon therapy at the same dosage.

DISCUSSION

The term isotopic response refers the occurrence of a new skin
disorder at the site of another one, already healed and unre-



lated (1). The interval between the first and the second disease
is variable. The preceding disease is frequently a herpesvirus
infection and herpes zoster is by far the most common of
them. Post-zoster diseases include granulomatous vasculitis
(2), granulomatous lesions (3), granuloma annulare (4), sar-
coid granuloma (5), pseudolymphoma (6), lymphoplasmocy-
toid lymphoma (7), Kaposi’s sarcoma (8), basal cell carcinoma
(9) and squamous cell carcinoma (9, 10).

In literature, only one case of cutaneous B cell lymphoma
has been reported arising in a site of a previous zoster eruption
(7). In that patient, however, the B cell lymphoma had already
been diagnosed when the zoster erupted. In our case, instead,
the isotopic response was the first manifestation of the cutane-
ous lymphoma.

The pathogenesis of isotopic response is unclear (1). Either
the virus is directly responsible for the second disease or the
latter is the result of an immunologic hypersensitivity to viral
antigens or to the tissue damage. Evidence is the detection of
varicella-zoster virus DNA in post-zoster granulomatous
lesions and of herpes simplex DNA in a squamous cell
carcinoma (3, 10). On the other hand, in a case of post-zoster
granulomatous vasculitis no viral DNA was detected in the
lesional skin (2).

Centroblastic-centrocytic lymphoma is a low-grade malignant
B cell lymphoma, involving the skin and confined to it for
many years without any lymph node or visceral involvement
(11). The back and the thorax are zones of preference and the
possibility of a fortuitous coincidence cannot be excluded.
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Surgical Treatment of Pemphigus Vulgaris Localized to the Genital Mucosa

Sir,
Cases of pemphigus vulgaris located on a single mucosa,
sometimes preceding by months or even years a more diffuse
development of the disease, are not unusual but the oral
mucosa is nearly exclusively involved in such observations.
We here report an original observation of an immunolo-
gically typical, unilesional pemphigus vulgaris located on the
foreskin in a middle-aged man. The patient was completely
cured by a limited surgery, without relapse after a 3-year
follow-up.

CASE REPORT

A 47-year-old man was first referred to our institution in 1993 for
chronic, bullous and erosive lesions of the foreskin of 2 years’ duration.
Clinically, a limited area of the balano-prepucial fold and of the free
foreskin mucosa was involved, with a number of small erosions
ranging from 1-2mm in diameter. The patient denied taking any
long-duration medication and no other mucous membrane manifesta-
tions had ever been present. The mucocutaneous and general examina-
tion were otherwise normal and no Nikolski’s sign was present. ESR,
full blood count, comprehensive chemical panel, liver tests and renal

function were all normal. Two different biopsy specimens taken on
the margin of the erosions revealed a suprabasal cleavage with a
typical acantholytic picture, along with an important mononucleated
infiltrate of the upper chorion (Fig. 1). Direct immunofluorescence
showed the deposition of intercellular IgG and C3c in the epithelium;

Fig. 1. Typical suprabasal acantholysis.
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