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Manuel, Vélez Antonio and Moreno José
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Case Report

In February 2000, a 71-year-old man
was referred with a widespread
exfoliative dermatitis for 2 weeks. A
surgical operation on a prostatic
adenocarcinoma had been carried
out in 1995. In November 1999, he
presented with a local recurrence of
the tumour and was operated on
again. Depot hormonal treatment
with leuproreline acetate (7.5mg
i.m. once a month) was started. In
January 2000, flutamide (250mg
oral 3 times a day) was added to the
hormonal regime.

A diagnosis of toxic erythroderma
was suspected because of the short
time since the beginning of treatment
with flutamide and the exclusion of
other possible causes of exfoliative
dermatitis. A skin biopsy showed a
neutrophil polymorph and eosinophil
inflammatory cell infiltrate surround-
ing blood vessels in the dermis. All
treatment was stopped and prednis-
one (50mg oral daily for 1 month)
was administered over a period of
2 weeks. The patient recovered, but
in April 2000, new lesions consisting
of rounded hypopigmented macules
started gradually appearing. These
lesions involved particularly the sun-
exposed areas of the skin: head, neck
and upper limbs (Fig. 1a,b). A skin
biopsy of these showed absence of
melanocytes, increased number of

Langerhans’ cells, epidermal vacuol-
ization and a T-cell inflammatory
infiltrate. No evidence of other auto-

immune diseases was detected.
Photopatch testing with flutamide
at 20% in acetone was positive and
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B

Fig. 1. Vitiligo affecting sun-exposed areas: (a) head and neck and (b) upper limbs.
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controls negative (Fig. 2). This test was
realized with a dosage of 0.5 J/cm2 and
1.0 J/cm2 of ultraviolet A1 (UVA1) and
UVB, respectively.

In July 2000, the patient started
treatment with an extract of Poly-
podium leucotomos (240mg oral 3
times a day for 5months). ByDecember
2000, we observed slow but progressive
repigmentation of the vitiligo lesions.
Currently, the patient is being treated
by phototherapy with narrowband
UVB. We use an emission spectrum of
311nm with a treatment frequency
of �2 weekly. The initial dosage was
0.3 J/cm2, and we increased the level
0.1 J/cm2 weekly to a maximal dose of
3 J/cm2. The patient now shows almost
complete repigmentation of the vitiligi-
nous areas on the upper limbs (Fig. 3).

Discussion

Whether exfoliative dermatitis is
more common in males and in older

patients has been disputed (1). It can
be idiopathic but is usually caused by
psoriasis, atopy, eczema, a drug reac-
tion, lymphoma or another internal
malignancy (2, 3). When caused by a
drug reaction, it generally has a
shorter history, because the cause
can be removed and systemic or top-
ical treatment with corticosteroids
given (4). Schwartz and Trotter (5)
reported in 1983 the first patient
with vitiligo following exfoliative
dermatitis. In their case, a prostatic
adenocarcinoma was the cause of 2
uncommon markers of internal malig-
nancy (erythroderma and vitiligo).
In our patient, the beginning of treat-
ment with flutamide seems to have
been the cause of the exfoliative
dermatitis.

Flutamide is a nonsteroidal anti-
androgen that is indicated for
advanced prostatic adenocarcinoma.
In dermatology, it is also used to
treat hirsutism (6, 7). The most

frequent side effects are nausea,
vomiting and gynecomastia; other
less common are diarrhoea, insom-
nia, hepatic dysfunction (8, 9),
methemoglobinaemia (10), anaemia,
leucopenia, decreased libido, anxiety,
etc. Dermatological effects of
flutamide have also been described:
pruritus, ecchymosis, herpes zoster
infection, lymphedema, erythema at
the point of inoculation and toxic
epidermal necrolysis. Some authors
have reported phototoxicity from
flutamide and described photo-
sensitivity reactions in the form
of erythema, ulceration, lupus-like
syndrome, blistering and pseudopor-
phyria (11–14).

Vargas et al. (15) studied the
phototoxicity of flutamide and
showed a photohaemolytic effect
on human erythrocytes and photo-
induction of lipid peroxidation. Vila-
plana et al. (16) reported a case of
flutamide photosensitivity with resi-
dual vitiliginous lesions in a patient
who was receiving treatment for
prostatic cancer. A photopatch test
with flutamide at 10% and 20% in
acetone was positive. In our case,
this test was positive for flutamide at
20% in acetone.

Several theories have been
reported to explain the pathogenesis
of vitiligo (17–24): genetic, auto-
immune, self-destruction, growth
factor defect, neural and convergence
theory. In our patient, autoimmune
disorders (thyroid disorders, diabetes
mellitus and Addison’s disease) and
other pathologies associated with
vitiligo were absent.

Vitiligo has a tendency to increase
in size during the patient’s lifetime. In
only a few cases does spontaneous
repigmentation occur, and this is
usually noted in only a few macules
and appears perifollicularly because
of melanocyte reserves being loca-
ted in the hair follicles. Njoo and
Westerhof (25) provide some evi-
dence-based guidelines for the treat-
ment of vitiligo, their first-choice
therapy for adults with widespread
vitiligo being UVB treatment with
an emission spectrum of 310–315 nm
for 6–24 months. Our patient began
to show progressive spontaneous
repigmentation without any specific
treatment. Nevertheless, photo-
therapy with UVB has now been in
progress for 2 months with remark-
able recovery of normal pigment-
ation.

Fig. 2. Photopatch test positive for flutamide at 20% in acetone and control negative.

Fig. 3. The patient showing almost complete repigmentation of the upper limbs.
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Orthodontic patients may have sys-
temic allergic reactions with no evi-
dence of adverse effects in the mouth
(1, 2). We describe such a case where
orthodontic nickel-based appliances
were associated with a severe allergy to
nickel.

A 15-year-old atopic girl presented
to our department with an intensely
pruritic dermatitis on her face.
Physical examination showed extens-
ive erythema, oedema with micro-
vesiculation and crusting on her
ears, neck, face and scalp (Fig. 1).
Similar skin lesions were present on
her upper arms (flexures), hands
(dorsal) and wrists. Excoriations
were present due to scratching. Sur-
prisingly, the oral and perioral tissues
showed no lesions.

The onset of the cutaneous erup-
tions began 40 days after orthodontic
appliances, including brackets, bands
and wires, were applied by her dentist
(Fig. 2). Initial treatment was given
with topical corticosteroids. Remission
occurred but, after discontinuation of
corticosteroids, her skin lesions rapidly
recurred. We considered a possible
allergy to metal in connection with
the recent fixed orthodontic treat-
ment (3–5).

Thus, we patch tested her with a
complete dental series to evaluate a
possible causal relation, using a patch
test series of dental allergens
(Chemotechnique, Malmö, Sweden).
She showed a strong allergic reaction
to nickel sulfate 5% in pet. at 3 and 4
days (þþ).

After removal of all orthodontic
appliances, she achieved complete
remission of cutaneous lesions with
no scarring, within 6 months. On
follow-up at 2 years, her systemic
contact dermatitis had resolved
completely with no relapse.
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Case Report

A 28-year-old woman presented with
a 3-month history of bilateral hand
eczema. It had started as pruritic
scaling and fissuring of both aspects
of the hands. She had been prescribed
0.05% difluprednate ointment at
another clinic, and this topical corti-
costeroid therapy relieved the rash.
But her symptoms recurred after she
stopped using this. She mentioned
that she had begun home cultivation
of eggplants, roses and tomatoes
6 months before her visit, and her
symptoms worsened 1–2 days after
tending to these plants. She had a
history of possible allergic contact
dermatitis from urushiol, but no
past history of atopic dermatitis or
hand eczema before this episode.

To detect the cause of her hand
eczema, we performed 2-day closed-
patch testing using Finn Chambers1

(Epitest Ltd Oy, Tuusula, Finland)
on Scanpor1 tape (Alpharma AS,
Vennesla, Norway) with chopped
leaves of eggplants, roses and toma-
toes, in pet. We also checked patch
tests for urushiol at 0.002%, primin at
0.6% and detergent at 0.1%. Reactions
were read on days 2 and 3
after application in accordance with
ICDRG recommendations (1). On
days 2 and 3, we sawþþ positive reac-
tions to chopped leaves of eggplant and
urushiol in pet. Therefore, we advised
her to stop cultivating eggplants, and
since then, her hand eczema has cleared
completely, without recurrence after a
further 3 months.

Discussion

The cultivated eggplant, Solanum mel-
ongena L. (Solanaceae), also known as
brinjal, is a species of considerable
economic importance in many tropi-
cal and subtropical parts of the
world (2). Recently, it was reported
that eggplant fruit (aubergine) or egg-
plant flower pollen induced immuno-
globulin E-mediated immediate-type
hypersensitivity reactions, such as rhi-
norrhoea, urticaria, food allergy and
asthma (3–5). In contrast, this case
seems to be mediated by delayed-type
hypersensitivity reaction, because her

Fig. 1. Physical examination showed extensive erythema, oedema with
microvesiculation and crusting on her ears, neck, face and scalp.

Fig. 2. The onset of the cutaneous eruptions after orthodontic appliances were applied.
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symptoms started 1–2 days after each
contact and the patch test was positive
2–3 days later. This patient has had no
immediate-type hypersensitivity symp-
toms, such as urticaria, rhinorrhoea or
asthma. Moreover, her symptoms did
not relate to the period of aubergine
maturation or eggplant flower pollen.
The above findings suggest that the
allergens from eggplant leaves, but
not aubergines or eggplant flower pol-
len, can be a cause of allergic contact
hypersensitivity mediated by delayed-
type hypersensitivity. Gardening is
becoming a popular hobby for West-
ern people. The number of people who
cultivate eggplants cannot be that
small. Until now, only immediate-
type reactions to aubergines and
flower pollen have been focused on,
but clinicians should also watch for
allergic contact dermatitis from egg-
plant leaves.
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Allergic contact dermatitis from olive
oil is uncommon. Most cases in the
literature have been reported in
elderly patients with chronic venous
eczema. A few cases of occupational
allergic contact dermatitis from olive
oil in pedicurists and masseurs have
also been reported (1–3).

Case Report

A 44-year-old woman presented with a
5-month history of recurrent, dry, fis-
suring, occasionally vesicular eczema
involving her palms and fingers, with
extension up her ventral forearms to
the elbows. There was no personal or
family history of atopy. She had
worked in a cafeteria for the previous
2 years. One of her tasks was making
pizzas. This involved contact with
large amounts of olive oil (Filippo
Berio1 olive oil and extra virgin olive
oil, Tuscany, Italy). She had noted
that the rash occurred when she used
olive oil and would improve when she
was away from work. Ingestion of
olive oil did not cause any problems.

Patch tests were performed with the
European standard series, her own
topical medicaments, Filippo Berio1

olive oil and Filippo Berio1 extra
virgin olive oil. At D2 she had a þ
reaction and at D4 a þþ reaction to
the extra virgin olive oil. In addition,
she had a þþ reaction to para-pheny-
lenediamine at D4. She had used hair
dyes in the past. However, there was
no temporal relationship between hair
dyeing and her hand eczema. Her
hand eczema has completely cleared
since she started avoiding contact
with olive oil. Patch testing of 10 con-
trols with Filippo Berio1 olive oil and
extra virgin olive oil was negative.

Discussion

Extra virgin olive oil is produced
from the first pressing of olives,

whereas regular olive oils are
extracted after further processing
and refinement, which may include
the use of organic solvents. Studies
have shown that extra virgin olive
oils and regular olive oils differ sig-
nificantly in their composition, parti-
cularly in the phenolic antioxidant
components (phenols, secoiridoids
and lignans) (4). This difference in
composition may explain our patient’s
positive patch test reaction to the
extra virgin olive oil but not to the
regular olive oil.

In a series of 13 cases of contact
allergy to olive oil, all the patients
had positive patch tests to olive oil,
whilst none reacted to the constituents
of olive oil tested. These constituents
included glycerides of oleic, palmitic,
linoleic, stearic and arachidic acids, as
well as squalene, phytosterol and
tocopherol. The authors suggest that
this may be due to compound allergy
or allergy to components not yet iden-
tified (1). We did not perform patch
tests to olive oil constituents.

Although positive patch tests with
olive oil are generally thought to be
allergic in nature, there has been
some discussion in the literature sug-
gesting olive oil to be a weak irritant
(2, 5). Crescendo (e.g. þ on D2 and
þþ on D4, as in our patient) is
thought to be more indicative of an
allergic, rather than an irritant, patch
test reaction.

Occupational allergic contact hand
dermatitis from olive oil is rare. Pre-
vious cases have been in pedicurists
and masseurs (1–3). To our knowl-
edge, this is the first case reported
from food preparation.
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Patients and Methods

Since the completion of a recent
series of 203 persons with eyelid
dermatitis (1), in which several per-
sons had abnormal Schirmer I test
examinations, the test has been done
in 158 of 215 patients presenting
ostensibly with eyelid dermatitis
between April 2001 and October
2003. This test is done with special
sterile filter paper strips inserted in
the lower lid sulcus and left for
5min, after which tear production is
measured from a notch on the paper.
The test was omitted in those who
clearly did not have eczema, those
under 21 years of age and those with
an evident infection, including most
with atopic eczema (AE), many of
whom grew Staphylococcus aureus
from skin lesions. There were also a
few in whom the test was either not
done or not recorded.

Results

The test results are summarized in
Table 1. Those tested had an average
age of 55.9 years and a median age of
56, whereas the average age was 49.6
years and the median age 51 years for
the total of 215. Measurements in 83
(or 52.5%) were below 10mm in at
least one eye, in 55 of 83 in both eyes
and in 58 of 83, 5mm or less in at
least one eye. Of the 131 patients over

40, 73 had readings below 10mm in
at least one eye, of which 57 had
readings 5mm and below.

Comment

Most eyelid dermatitis is caused by
allergic contact dermatitis (ACD),
often superimposed upon other con-
ditions, e.g. seborrheic dermatitis or
AE (1). A report by Katayama et al.
(2) in 1994 stated that 22 of 52 per-
sons with Sjögren’s syndrome had
eyelid dermatitis. This is an impres-
sive percentage, and the results here
would suggest that older persons with
eyelid dermatitis tend to have dry
eyes. But while some regard the
combination of keratoconjunctivitis
sicca with xerostomia as Sjögren’s
syndrome, the diagnosis would be
more reliable if based on stand-
ardized methodology.

There are many causes of decreased
tear production (or increased loss)
and function, and multiple tests are
used in patient evaluation, none of
which is adequate alone. Tear film
comprises an outer Meibomian
layer, a central aqueous layer largely
from ciliary glands and an inner
mucin layer produced by conjunc-
tival goblet cells of the ocular surface
epithelium (3). The Schirmer test is
essentially a measurement of tear
volume and is more related to the
aqueous component. Tear break-up
time is said to be an indicator of
Meibomian gland function and is
not necessarily congruent with the
results of the Schirmer test. The rose
bengal test reflects epithelial damage,
for which there are a number of
potential causes. The best test for
dry eyes may be measurement of
tear osmolarity, but this requires
special equipment not available in
most clinical settings.

Of the 4 tests for tear function,
only the Schirmer can be done easily
in a dermatology office setting, as it
does not require a slit-lamp or other
special equipment. There are 3 types
of Schirmer test procedures used by
various investigators, including the
‘Schirmer’ (wetting of a filter paper
strip for 5min with anaesthesia), the
Schirmer I (without anaesthesia) and
the Schirmer II (with nasal stimu-
lation to encourage tear production)
(3). The limits of ‘normal’ are not the
same and various investigators use
10mm, 8mm and 5mm as the lower
limit for tear production without
anaesthesia, and mostly 5mm for
the Schirmer (with anaesthesia). The
seldom-used Schirmer II is said to be
abnormal below 15mm (3).

A reduction in tear volume is rela-
tively common, especially after age
40 (4, 5), and the prevalence increases
with age (6), although there is some
conflicting data on the latter (5). A
control series might prove helpful,
but would be difficult, as those with
known disease associations would
have to be excluded. Dry eyes occur
with a number of systemic and cuta-
neous diseases including thyroid dis-
ease (7), diabetes (8), rheumatoid
arthritis (9–12) and juvenile rheumatoid
arthritis (13), multiple sclerosis (14),
rosacea (15), hepatitis C virus (16),
non-Hodgkin’s lymphoma, human
immunodeficiency virus (17) and
HTLV-1 infections (18). Many
such studies require tests other
than the Schirmer, however, in
order to demonstrate the pathology.

Some studies have set a limit of
5mm, 6mm or 8mm as the lower
limit of ‘normal’, but by any of those
standards the older patients in this
series are more at risk. As the test
done does not detect many patients
with abnormalities other than tear
volume, there seems to be a need for

Table 1. Schirmer I test result of patients with eyelid dermatitis

Schirmer

Age (years) <10mm �5mm Total tested

20 2 1 13
30 8 4 24
40 15 9 30
50 17 14 33
60 16 15 27
70 15 12 20
80 8 5 8
90 2 2 3
Total 83 62 158
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further study, as eyelid dermatitis may
be a warning sign for the presence of
dry eyes, particularly in those over 60.

The reason for the association of
eyelid dermatitis with reduced tear
output is unclear. Since many of
these patients had had their eyelid der-
matitis for a brief period of time, the
eczema is unlikely to be the cause of
their reduced tear output. Most eyelid
dermatitis is associated with ACD,
and symptoms of irritation may
cause those with dry eyes to rub their
eyes more often, allowing hand trans-
fer of potential antigens.
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Occupational allergic
contact dermatitis
caused by 1,2-
benzisothiazolin-3-one
in a varnish maker,
followed by sensitization
to benzalkonium
chloride in Oilatum1

Plus bath additive
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Case Report

A47-year-old varnishmaker was inves-
tigated because he had had a bilateral

hyperkeratotic palmar dermatitis for
8 months. He made water-based
varnishes, the components of which
frequently came into contact with his
hands. There had been a rapid impro-
vement in the hand dermatitis when he
took 2 weeks off work, but on return-
ing to the same job the dermatitis had
flared rapidly. He also gave a history of
an exacerbation of his hand dermatitis
following direct application of Oila-
tum1 Plus bath additive (Stiefel, High
Wycombe, UK) to his skin.

He was patch tested to our standard
series, his own medicaments, gloves
and components of face, eye and
coolant series. He had þþ reactions
to 1,2-benzisothiazolin-3-one (BIT)
0.05% pet. and benzalkonium
chloride 0.1% pet. at 2 and 4 days.

Comment

Proxel1 XL2 is a widely used broad-
spectrum biocide for the preservation
of industrial water-based products
and is a 10% solution of BIT in
propylene glycol. It has been reported
to cause occupational allergic contact
dermatitis in paint manufacturers and
in workers using glues (1), workers in
the carpet-making industry (2), air
freshener manufacturers (3), workers
in the pottery industry (4) and labora-
tory staff handling BIT directly (5).
BIT has a reported sensitization rate
of 1.2% in patients selected for patch
testing (6), but cross reactions
between the structurally similar iso-
thiazolinones are rare (7). In our
experience, patch testing with BIT
at 0.05% rarely gives false-positive
irritant reactions, but at 0.1% false-
positives may occur.

He was prescribed Oilatum1 Plus
bath additive to treat the dermatitis
caused by the BIT. He was given inap-
propriate advice on how to use this
and was told to apply it directly onto
the skin frequently. Prior to patch test-
ing this was thought to be an irritant
phenomenon, but he appears to have
been sensitized while using this pro-
duct in this way. Benzalkonium chlor-
ide patch tests occasionally give weak
false-positive patch test reactions. In
this instance, we thought the reaction
was allergic as it was strong (þþ) and
there was a good history.

Oilatum1 Plus bath additive
contains 2 agents with antimicrobial
properties, triclosan 2% and benzalk-
onium chloride 6%, both of which
can cause allergic contact dermatitis
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(8, 9). Benzalkonium chloride is a
quaternary ammonium compound
and has caused allergic contact
dermatitis following the use of eye
drops (10), Timodine1 cream (11)
and plaster of Paris (12) containing it.

It is important to consider an
allergic basis for dermatitis following
the use of products containing
benzalkonium chloride rather than
simply attributing the problem to
irritancy.
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Case Report

A 48-year-old woman presented with
patchy reticulate pigmentation on the
front of her thighs (Fig. 1). The right
thigh was more affected than the left.
The lesions were completely asymp-
tomatic. She used to work sitting
with her laptop computer resting
on her thighs. She had no previous
history of skin disease. The most
pigmentation was seen on her right
thigh, which corresponded to the
warmest part of her laptop.

Discussion

Erythema ab igne is associated with
exposure of the skin to an infrared
radiation heat source (1). Particularly,

the outer aspects of the lower legs are
affected. In the first instance, erythema
appears, later reticulate pigmentation
and, in chronic cases, even ulceration
and secondary skin cancer may be
seen. In the past, the condition was
caused by heat from fireplaces and
stoves. Since the introduction of central
heating systems, erythema ab igne is
mostly due to hot water bottles, heat-
ing pads for back pain and unusual
sources such as heated popcorn (2)
and, in this case, a laptop computer.
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Concurrent rubber
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Fig. 1. Reticulate pigmentation on the anterior right thigh.
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Rubber gloves are used by workforce
in many industries and occupations,
and the tendency to develop allergic
reactions either to natural rubber
latex or to chemicals used in its
processing is well documented. Despite
this, it is unusual for several employees
(over 3%) in the same factory to be
sensitized and react simultaneously
as a result of a substandard batch of
gloves. We present 3 patients who
developed contact dermatitis in this
context and whose subsequent patch
tests showed allergy to rubber additives.

Case Report

Case no. 1

A 38-year-old non-atopic man devel-
oped sudden onset of itching, swelling
and weeping of the skin on the backs
of his hands and wrists. He regularly
wore rubber gloves but had had no
previous problems during his 5 years
of employment. A ‘sticky’ batch of
gloves had precipitated skin irritation,
which settled with topical corticoster-
oids and emollients. His radioallergo-
sorbent test (RAST) immunoglobulin
E (IgE) to natural rubber latex (NRL)
was negative, and patch tests, as listed
in Table 1, showed a positive reaction
to mercapto mix.

Case no. 2

Simultaneously, a 41-year-old atopic
man developed irritation and fissur-
ing of the skin on his left wrist and
the dorsum of his right hand.
Although he had worked in the fac-
tory for more than a year, he had had
no previous problems with rubber
gloves though had noted that the
batch in question seemed ‘stickier’
than usual. RAST IgE to NRL was
negative, and patch test results were
as documented in Table 1. The rub-
ber chemical series was applied on
day (D) 2, when the response to
mercapto mix was found to be equi-

vocal, and on D4, he was also noted
to have reacted to several rubber
chemicals.

Case no. 3

A 29-year-old man developed redness
and itching on the backs of his hands,
fingers and wrists after prolonged
wearing of gloves from the ‘faulty’
batch. Although he had had no pre-
vious skin problems, he suffered from
hay fever and had noticed occasional
itching of his hands in the absence of
any obvious precipitant. Patch tests
showed allergies to mercapto mix and
to fragrance mix (Table 1). Although
he did not describe symptoms suggest-
ive of Type I allergy, he was found
to have an elevated RAST IgE to
NRL and was given appropriate
avoidance advice.

All 3 patients improved with
avoidance of rubber gloves and
attention to simple hand care advice.
Confirmation of allergy to rubber
additives and further, more-stringent
avoidance measures allowed com-
plete resolution.

Discussion

The increased use of latex gloves in
the workplace has led to numerous,
adverse, cutaneous andmucosal effects,
with the most common clinical pre-
sentation being a non-immunological
irritant contact dermatitis (1). Of
immune-mediated reactions, Type IV
(delayed) are commoner than Type I
(immediate) and are usually due to
allergens such as preservatives, accel-
erators and vulcanizing agents used
in rubber processing and responsible
for approximately 5% of finished
glove weight (2). Type I allergy to
latex and Type IV allergy to rubber
additives has been reported to co-
exist (1), as demonstrated in case
number 3.

Glove-shaped glass or porcelain
‘formers’ are dipped into com-

pounded latex, ‘cooked’ in a coagu-
lation oven and dipped in a water
bath to remove residues of chemicals
and water-soluble proteins. Sub-
sequent chlorine washing further
aids residue removal and its thor-
oughness ultimately dictates how
‘sticky’ or ‘tacky’ the finished prod-
uct becomes. Thereafter, gloves may
be ordered by industry specifically
according to their ‘tackiness’ and
depending on their utility within the
workplace.

Gloves may be worn to protect the
employee, or to protect the product
as in our patients.

The silicone-wafer-manufacturing
plant in which they were employed
did not require the gloves to be of a
specific rating, but those in question
were found to be much more sticky
than usual. The workforce comprised
of 500 people, 90 of whom worked
in the ‘clean room’ and regularly
wore rubber gloves for 8–12 h shifts
in an ambient temperature of 24 ˚C
and in a relative humidity of up to
40%. Our patients thus comprised
over 3% of this subgroup.

Studies have shown that prolonged
periods of glove usage are associated
with skin symptoms (1), and that as
few as 4 h of occlusion under a latex
glove can cause transient impairment
in the barrier function of the skin (3).
Occlusion increases the water content
of the stratum corneum by prevent-
ing evaporation, so that there is
enhanced percutaneous absorption of
irritant and allergenic water-soluble
substances. The ‘sticky’ gloves which
our patients described were almost
certainly of inferior quality, contained
higher levels of accelerator residues
as a result of insufficient technical
processing (4) and were therefore
more likely to release residual chem-
icals into the skin. We suspect that this
was instrumental in the development
of rubber additive allergy in our 3
patients, and perhaps, also contribu-
tory to the induction of latex sensitiv-
ity in case number 3.

Table 1. Positive patch test results at day (D) 2 and D4

Substance Concentration
(% in petrolatum)

Patient number 1 Patient number 2 Patient number 3

D4 D2 D4 D2 D4 D2

European standard
series
Mercapto mix 2 þþ þþþ þ þ – þþ
Fragrance mix 8 – – – – þþþ þþþ
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Case Report

A 19-year-old woman was referred
with intermittent face dermatitis
(flushes) and leg dermatitis. She had
no history of atopy. Prick testing
with a standard series was negative.
Patch testing with a standard series
(Finn Chambers1) had been per-
formed previously by the referring

dermatologist. An allergic patch test
reaction had been elicited by colo-
phonium, fragrance mix and her
own leather boots. Her leg dermatitis
had resolved after changing boots.
However, facial flushing persisted
although the patient avoided
colophonium and fragrances. She
had not had any vaccinations for 7
years.

We tried to perform patch testing
with preservatives, antimicrobials,
cosmetics and fragrance series (Finn
Chambers1). However, the test area
had to be treated with topical corti-
costeroids at day 2 because of a strong
‘angry back’ reaction. 3 months later,
patch testing was performed without
the fragrance series, because the angry
back reaction was suspected to be
caused by fragrances. Again, all tested
substances gave a positive reaction.
Allergy to aluminium test chambers
was then suspected.

Patch testing with aluminium
chloride in plastic chambers was
performed 7 months later. Testing
was delayed because of the need for
systemic corticosteroid treatment of
the facial flushes and facial angio-
edema. She had not informed us
about the angioedema previously,
and the corticosteroids had been pre-
scribed by many different private
practitioners. An allergic patch test
reaction was elicited by all 3-test con-
centrations of aluminium chloride.
Further prick testing, because of the
angioedema, was performed. Milk
gave a 5mm reaction, histamine
hydrochloride (10mg/ml) 5mm. Spe-
cific immunoglobulin (Ig)E for milk
was positive (20.8). Total IgE was
normal (59). The patient was advised
to avoid milk products and aluminium.
However, soy products were allowed.
Her symptoms disappeared in a few
days. Oral provocation test for milk
was positive (nausea and vomiting 6h
after drinking of 2dl of milk).

Comment

Delayed allergy to aluminium from
Finn Chambers1 (1) and immediate

allergy to milk are both relatively
rare conditions in adults. To our
knowledge, other cases of both aller-
gies simultaneously have not been
previously published. As our patient
had been tested with Finn Cham-
bers1 without problems 2 months
prior our testing, we suspect that
she developed aluminium allergy
from patch testing. However, no late
reactions a few weeks after such
testing, as a sign of sensitization,
were noticed by the patient.

We had difficulty in finding out
whether soy should be restricted in
the diet of patients allergic to alum-
inium. Systemically aggravated con-
tact dermatitis from aluminium has
been described (2). It is known that
soy naturally contains aluminium,
and its use by children allergic to
milk has led to concern about toxic
effects of aluminium (3). Our patient
was symptom-free although her diet
contained soymilk products. How-
ever, the amount of dietary alumin-
ium tolerated by allergic patients
needs further investigation.
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