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recurrent clinical course and typical histological features, our
case was ¢nally diagnosed as pustular psoriasis, although the
clinical feature was atypical.
Classi¢cation of pustular psoriasis is sometimes di¤cult (3).
Our case could be distinguished from palmoplantar pustulosis
and acrodermatitis continua. Her lesions resembled APP,
which is a rare condition of recurrent erythema annulare-like
lesions with psoriasiform histopathological features (1). Other
names for APP are erythema circine recidivants (4), Lapie©retype psoriasis (5), and erythema annulare centrifugum-type
psoriasis (6). APP typically runs a cyclically recurrent course
that may span decades (1). It may occur alone, in the complete
absence of any stage of recognizable psoriasis and a family history of psoriasis vulgaris is usually absent. Lesions start as discrete areas of erythema that become raised and oedematous.
Pustules begin peripherally on the crest of an advancing edge,
become desiccated and leave a trailing fringe of scale as the
lesion advances. Considering the clinical manifestation and
course of the condition, our case is closer to APP than other
types of pustular psoriasis. Although usually generalized,
APP rarely occurs as a localized form. Zala & Hunziker (2)
reported 2 cases of localized psoriasis of the erythema annulare
centrifugum-type with pustulation; one on the scalp and forehead and the other on both thighs. However, to date, there has
been no report of APP localized to the dorsa of the feet.
In the localized form of pustular psoriasis, the possible triggering factor of an irritating topical treatment may be of Koebnerization (7). Although in our case no triggering factors were
identi¢ed, there might be a relationship to minor trauma or
local irritants. The contribution of concomitant dermatophyte
infection is unlikely, since organisms were not demonstrated
on repeated KOH examination, fungal cultures, or PAS staining. Also the presence of coagulase-negative staphylococci
grown in bacterial culture was not considered aetiological
and it might be secondary to pustular formation and of little
signi¢cance in our patient.
Localized pustular psoriasis is usually refractory to treat-

ment. Treatments include the use of topical steroids, tar preparation and systemic therapy with etretinate and PUVA (8).
However, aggressive topical and phototherapeutic treatment
modalities can lead to worsening of the condition. There have
been some anecdotal reports of positive experiences with dapsone (9). As in our patient, the bene¢ts of such treatment are
usually temporary and the lesions tend to recur with diminishing doses.
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Cellular Neurothekeoma
Sir,
Cellular neurothekeoma (CNT) is a rare benign tumour of peripheral nerve sheath origin, ¢rst described in 1986 by Rosati et
al. (1). The lesion usually occurs in young patients (20 ^ 30
years old) as a solitary nodule on the head. Its clinical aspect
is aspeci¢c resembling dermato¢broma, leiomyoma, annexal
tumour or sebaceous cyst (2). The lesion arises as an asymptomatic red ¢rm papule enlarging rapidly in the ¢rst 2 ^ 3 months
and then more slowly until it reaches a diameter of about 3 cm.
The treatment of choice is surgery; recurrences occur after
incomplete excision. We report a case of a CNT which arose
in a 55-year-old woman and we underline the rare occurrence
of the tumour over the age of 30.
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CASE REPORT
A 55-year-old woman was examined for an enlarging pink-red nodule
on her left cheek (Fig. 1). The mass was scarcely movable on the underlying tissues and ¢rm in consistency; its diameter was about 1 cm. The
lesion was completely removed by surgery. Histological examination
showed a symmetrical non-encapsulated proliferation of epithelioid
or plump spindled cells in the dermis with a predominantly nested pattern. The nests dissected collagen bundles and epidermal appendages in
the dermis and extended into the subcutis. The cells showed neither
cytological atypia nor mitotic ¢gures (Fig. 2). The epidermis was
intact but a true grenz zone could not be detected because the nests
were closely related to the dermo-epidermic junction. Periodic acid ^
Schi¡ staining failed to demonstrate the presence of mucin within the
lobules. The following immunohistochemical stainings were performed
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Fig. 1. Clinical appearance of CNT on the cheek.

and showed negative results: S-100, HMB-45, pan cytokeratin, EMA,
a-smooth-muscle actin, desmin, CD-68, CD-34, chromogranins,
GFAP and synaptophysin. NSE was positive. A diagnosis of CNT
was made based on histological ¢ndings

DISCUSSION
CNT is a neoplasm with a controversial histogenesis. It is considered to be a variant of classical nerve sheath myxoma. In
fact, based on its histological background three subtypes of
nerve sheath myxoma have been described: a pure myxoid, a
pure cellular and an overlap one, based on cellularity, mucin
content and growth pattern. Myxoid subtype (mature nerve
sheath myxoma) is most common in middle-age and is typically located on the face and upper extremities, but can occur
anywhere on the body. Its main characteristic histological pattern is the presence of myxoid micronodules loosely clustered
in a ¢brous matrix in the reticular dermis. The immunohistochemical pro¢le is: S-100 (z), collagen type IV (z),
vimentin (z).
CNT (immature nerve sheath myxoma) di¡ers from the
myxoid type due to its earlier onset (the mean age is 24 years
but examples have been reported in children), its characteristic
histological pattern with fascicles of cells in¢ltrating collagen
bundles and its variable immunohistochemistry. Barnhill et
al. (2) hypothesized that the myxoid variant might represent
an older stage of CNT but they noticed that the anatomic
sites of predilections of the two variants are di¡erent and thus
the idea of a distinct subtype rather than myxoid alteration of
CNT was supported. Ultrastructural studies (3) support the
view that CNT is primarily composed of undi¡erentiated cells
with partial features of Schwann cells, smooth muscle-cells,
myo¢broblasts and ¢broblasts, but that this tumour and classical nerve sheath myxoma are, however, related and represent a
spectrum.
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Fig. 2. Epithelioid and plump spindled cells without cytological
atypia and mitotic ¢gures (6200).

We believe that the main interest of this case is the age of the
patient (55 years) which is unusual for the development of a
CNT. In the series of Calonje et al. (4) a 65-year-old patient
is reported. Di¡erential diagnosis with minimal deviation neurotropic melanoma and, mainly, metastatic malignant melanoma must be considered at this age. A positive reaction for
S-100 protein and HMB-45 would strongly favour a diagnosis
of malignant melanoma.
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