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Acquired Reactive Perforating Collagenosis Triggered by Scabies Infection

Sir,

Reactive perforating collagenosis is a disease with unknown
pathogenesis, often associated with systemic metabolic dis-
eases such as diabetes mellitus and renal insufficiency.
Superficial skin trauma is believed to act as a triggering
factor. Here we report for the first time on the association
with a cutaneous parasitic infection.

CASE REPORT

An 84-year-old man presented with a 6-month history of disseminated
erythematous papules and small ulcers with central keratotic crusts
mainly at the trunk. Lesions were extremely pruritic, especially during
the night, and there were many excoriations. There was no known
family history of similar disease, and no other persons in the patient’s
environment were suffering from similar symptoms.

Physical examination showed symmetrical disseminated papules up
to 1 cm in diameter, the larger ones with a central, adherent plug of
dark keratotic material embedded in a cup-shaped infiltrated
erythematous epidermis.

Laboratory evaluation revealed a moderate hypercholesterolaemia
and hypertriglyceridaemia. Type II diabetes mellitus had been
diagnosed 5 years ecarlier and adequately controlled by oral
antidiabetics.

A biopsy specimen was obtained from a keratotic papule of the right
thigh (Fig. 1). Routine hematoxylin-eosin staining of the biopsy
specimen showed the typical picture of a reactive perforating collagenosis:
a cup-shaped plug within an epidermal invagination bordered by
acanthotic hyperkeratotic epidermis. A dense inflammatory infiltrate
surrounding basophilic fragments of collagen fibres was present. In the
adjacent epidermis a subcorneally located mite could be seen.

After appropriate treatment of the scabies infection with
hexachlorcyclohexan externally the symptoms of the perforating colla-
genosis subsided.

DISCUSSION

Reactive perforating collagenosis is characterized by the
elimination of altered collagen bundles through the epidermis
(1). This discase is classified into 2 types: an inherited or

Fig. 1. Hematoxylin—eosin staining reveals a reactive perforating
collagenosis with a cup-shaped plug within an epidermal invagina-
tion (left). A dense inflammatory infiltrate surrounds fragments of
collagen fibres. On the right an adjacent subcorneally located mite
can be seen.
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childhood form and an acquired or adult form (2). Both are
believed to be a cutaneous response to superficial trauma (3). The
adult form is frequently associated with systemic metabolic
diseases such as diabetes mellitus or renal insufficiency (4, 5), and
occasionally with malignant lymphomas, hypothyroidism or
acquired immunodeficiency syndrome (AIDS) (6).

The pathogenesis of reactive perforating collagenosis is
unknown. Diabetic vasculopathy and increased glycosylation
of basement membrane proteins are discussed as predisposing
factors. The often observed linear distribution and reprodu-
cibility by scratching supports the role of a superficial
trauma. Necrobiosis of collagen fibres in the dermal papillae
with following epithelial reactions may lead to the trans-
epithelial elimination of the necrobiotic connective tissue (7).
This process is accompanied by an inflammatory reaction (8).

The prognosis of this disease is dependent on the therapy of
the underlying metabolic disorder. For therapy topical
steroids and both topical and systemic retinoids have been
used successfully. There are also reports on the effectiveness of
allopurinol and ultraviolet B light radiation (9, 10).

Our patient had a mild diabetes mellitus which was well
controlled by oral antidiabetic medication. We believe that in
addition to this predisposing factor the perforating colla-
genosis was triggered by intense scratching due to a chronic
scabies infection. Accordingly, symptoms subsided after
appropriate treatment of the scabies infection. To our
knowledge, this is the first report of an association of a
cutaneous parasitic infection and the development of a
reactive perforating collagenosis. Therefore, patients with
perforating collagenosis should be carefully investigated for
diseases leading to intense pruritus such as scabies infection or
insect bites.
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Acyclovir Prophylaxis of Recurrent Herpes Labialis Before Electrolysis

Sir,

Recurrent facial -oral herpes simplex infection is a common
viral dermatosis which affects 25-40% of the population.
Certain triggering factors such as exposure to ultraviolet light,
emotional stress, menstruation and skin trauma cause the
reactivation (1). Here, 2 patients with recurrent herpes labialis
are presented, in whom reactivation occurred with electro-
epilation. The patient responded well to oral acyclovir
prophylaxis.

CASE REPORTS
Case 1

A 24-year-old girl with facial hirsutism was treated with electro-
epilation applied monthly. Episodes of herpetic vesicules in the
perioral area were observed after all 3 treatments. She informed that
she had had no recurrence for years. Treatment with oral acyclovir
(200 mg 3 times daily), given for 5 days beginning 2 days before the
epilation, was successful and no recurrence was observed during 9
months.

Case 2

A 3l-year-old woman who had been treated with electroepilation
complained of recurrent herpetic lesions. Lesions occurred in the
epilated area after 2 treatments. She had no history of recurrent
herpes simplex in the last 10 years. Acyclovir (200 mg 3 times daily)
was used for 5 days beginning 2 days before the electrolysis. At first,
epilation was performed every 3 weeks, then the treatment intervals
were increased up to 6 — 8 weeks. Herpes simplex did not occur within
1 year, while epilation was performed.

DISCUSSION

Skin trauma is one of the most important triggering factors of
recurrent herpes simplex infections (2-4). Chemical peeling
and dermabrasion have been shown to reactivate the lesions.
Epilation was also mentioned as a possible triggering factor
(5). In both patients reported here, herpes simplex in the
perioral region recurred after ecpilation treatments and no
recurrence was observed with prophylactic acyclovir use. The
antiviral prophylaxis in such patients will prevent the
reactivation of herpetic lesions in the treated area.
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