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Treatment of generalized
seborrhoeic dermatitis

Sir,
It is always gratifying to learn of a new treatment for

a troublesome dermatosis, especially if the pharmaco-
logical agent is relatively nontoxic. It was therefore with
great interest that we read the results of biotin treatment
reported by Dr. Messaritakis et al. (1975) in a recent
article entitled 'Generalized seborrhoeic dermatitis'.
However, from the clinical descriptions of the cutaneous
lesions it is difficult to determine what disease or diseases
the subjects actually had. Widespread cutaneous erup-
tions in the first year of life closely resembling seborr-
hoeic dermatitis are commonly due to 'id' reactions to
napkin dermatitis in an infant with either an under-
lying atopic or psoriatic diathesis. Rare systemic
diseases such as Leiner's disease and Letterer-Siwe
disease can cause a similar clinical picture.
Although Dr. Messaritakis mentioned Leiner's disease

in the introduction, we assume he excluded that diagnosis
on the basis of clinical history, as there were no reports
of complement assays mentioned. The absence of
petechiae, purpura, and severe recurrent infections would
speak against Letterer-Siwe and Wiscott-Aldrich
diseases. We are left, then, with a much more common
group of infantile dermatoses sometimes difficult to
differentiate but usually indiscriminately lumped to-
gether as widespread or generalized seborrhoeic derma-
titis.

Over the past 20 years there have been a number of
reports emphasizing the striking seborrhoeic dermatitis-
like eruption that occasionally appears in association with
severe diaper dermatitis. This entity has been called
'seborrhoeic diaper reaction' (Perlman, 1962), 'seborr-
hoeic dermatitis with moniliasis' (Jefferson, 1967),
'napkin dermatitis with psoriasiform "ide" ', (Fergusson,
Fraser, and Grant, 1966) and 'psoriasiform napkin
dermatitis' (Andersen and Thomsen, 1971). Warin
and Faulkner (1961) believed psorisasis to be the
most common cause, and Neville and Finn (1975) found
on re-evaluating patients 5-13 years later that atopic
dermatitis and psoriasis were the most frequent aetiolo-
gies.
We believe that a severe diaper dermatitis may trigger

an explosive generalized cutaneous eruption in infants
born with a predisposition to atopic dermatitis, psoriasis,
or seborrhoeic dermatitis. This may take the form of
erythematous papulosquamous lesions with a yellowish
greasy scale involving the scalp and flexural creases of
the neck, axillae, and groin area. Also, discrete psoriasi-
form plaques may be present on the trunk, face, and

extremities. In Neville and Finn's follow-up study
(1975), 17% of those children who presented with a
psoriasiform 'id' later developed true psoriasis and 37%
of those with the flexural scaling 'id' later developed
atopic dermatitis. Therefore, when a sudden genera-
lized eruption appears in an infant with napkin derma-
titis, a careful family history and dermatological examina-
tion must be undertaken to search for atopic disease or
psoriasis in family members and other stigmata of atopy
and/or psoriatic nail pitting in the infant.
The question of what infectious agent(s) may be

involved has stirred much controversy over the years and
is still under active investigation in our lab (Warin and
Faulkner, 1961; Perlman, 1962; Jefferson, 1967;
Dixon et al., 1969; Montes et al., 1971). It was well
known that Candida albicans may be isolated early in the
napkin area in a significant percentage of cases, but not
from distant sites. There may frequently be a co-
existent thrush, and rectal cultures may show high colony
counts of Candida (Dixon et al., 1969). Moreover
many cases present with a history that the diaper com-
ponent appeared during or immediately after a course of
broad spectrum antibiotics with the subsequent de-
velopment ofa disseminated eruption. Dr. Messaritakis
relates that his patients usually had involvement earliest
in the napkin area and also that most had had treatment
with antibiotics before admission. Although skin
cultures were taken, we are not told from which areas.
The clinical descriptions and the microbiological

data presented are insufficient to allow a definitive
diagnosis. However, it is our suspicion that most of the
patients in Dr. Messaritakis's study have the phenomenon
of napkin dermatitis with id reaction. It would be of
interest to follow these patients to observe the probable
emergence of atopic dermatitis, seborrhoeic dermatitis,
or psoriasis in the future.
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Dr. Messaritakis and co-workers comment:
We have read with interest the letter from Dr. Gaisin

and co-workers, and in reply would like to make some
remarks.

Leiner's disease, as described initially by Leiner, is a
severe condition with a rather standard pattern of
symptoms and a fatal outcome if left untreated. Our
cases have no clinical similarity with Leiner's disease
except for the generalized seborrhoea.
On this occasion we should like to describe briefly the

results of laboratory investigations, which were not
mentioned in our paper. Complement assays have been
done and were found to be within normal limits.
Furthermore, IgA, IgM, IgG, and IgD immunoglobu-
lins were normal except for 2 cases complicated by
severe staphylococcal infection in which increased IgM
was found. Haemoglobin and haematocrit values were
found to be below normal levels in 20 patients. After
detailed haematological and biochemical investigation
anaemia was classified as normocytic, slightly hypo-
chromic, noniron deficient, probably due to mild or
severe skin infection. Decreased haemoglobin and
haematocrit values were restored to normal 20 to 30
-days after the start of treatment. Skin cultures have
been taken from the more severely affected areas.

Atopic dermatitis or psoriasis was not traced in the
family histories of our patients, but we cannot anticipate
the occurrence or not of various dermatoses in these
patients for the next 5-15 years. Anyway, in follow-up
periods of from 4-27 months there were no recurrences.
We should not like to argue the various opinions on

the relation between diaper dermatitis and predisposition
to atopic dermatitis, psoriasis, or seborrhoea because it
seems unpractical, as we should not easily come to an
end.
We would stress here that most of our patients were

referred to us because of failure of various treatments
applied by both paediatricians and dermatologists. This
had caused great anxiety to the parents. Moreover, at
least 2 of the patients were brought with severe staphylo-
coccal infection threatening their lives.

In conclusion, whatever the mechanisms of the
aetiopathology and the names given at times for this
clinical entity, quick, safe, and successful treatment is
still what really matters.
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Watery diarrhoea and
ganglioneuroma

Sir,
We read with interest the case report by Swift, Bloom,

and Harris (1975) of a 5-year-old girl with watery
diarrhoea and a vasoactive intestinal peptide (VIP)
secreting ganglioneuroma. In April 1975 we reported
raised levels of VIP in a child with chronic watery
diarrhoea and hypokalaemia (Udall et al., 1975). The
syndrome of intractable watery diarrhoea and hypo-
kalaemia associated with pancreatic tumours was first
described by Verner and Morrison (1958). Chronic
watery diarrhoea and hypokalaemia has more recently
been reported associated with pancreatic islet cell
hyperplasia, neurogenous tumours, bronchogenic carci-
nomas, pheochromocytoma, and ganglioneuroblastoma.
The syndrome has now been associated with increased
serum and/or tumour tissue levels of VIP (Bloom,
Polak, and Pearse, 1973; Said and Faloona, 1975).
There is evidence that the tumours may arise from cells
that share a common derivation from the neural crest
(Said and Faloona, 1975). Such cells (APUD) have a
number of similar histochemical and ultrastructural
characteristics (amine precursor uptake and decarboxyla-
tion) and also the capacity to secrete polypeptide hormones.
There are many questions that remain unanswered
since intractable watery diarrhoea and hypokalaemia
in our patient and one reported by Pabst et al.
(1969) was not associated with pancreatic hyper-
plasia or neoplasia. Serum VIP has also been shown
recently to be increased in cholera (D. Nailand, personal
communication). The significance of this peptide in
diarrhoeal states awaits further investigation.
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