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Urticaria is a commondisorder that affects

as many as 20% of the population at some

point during their lifetime. Factors

believed to cause

or aggravate

urticaria include

drugs, foods,

additives, con-

nective tissue

disorders and

infections. It is

well established

that hepatitis B virus causes urticaria (1).

Whether hepatitis C infection causes

urticaria or not is still debated. There have

been conflicting reports both in favour of

(2,3) and against (4,5) hepatitis C virus

(HCV) causing urticaria. Kanazawa and

colleagues (2) reported a positive rela-

tionship between hepatitis C and urticaria.

Nineteen of 79 patients tested were found

to be positive for HCV. Subsequent stud-

ies however did not confirm such an

association (4,5).

We describe here a case of chronic

intermittent urticaria caused by HCV.

A 49-year-old Caucasian man presen-

ted with a typical history of recurrent

urticaria of several months duration.

There were no clues in the history apart

from promiscuity, and all routine screen-

ing investigations were negative apart

from an approximately three times raised

alanine aminotransferase (ALT). In view

of a history of multiple sexual partners

and raised ALT, hepatitis serology was

requested. Hepatitis C antibody was

reported to be positive by both enzyme-

linked immunosorbent assay (ELISA)

and microparticle enzyme immune assay.

Results of ELISA for hepatitis B were

negative.We conclude that HCV infection

may have caused urticaria in this patient.

There does not appear to be any clear-

cut evidence to affirm or refute a direct

link between chronic urticaria and HCV

infection in the literature.

We suggest that HCV status should be

checked in patients presenting with urtic-

aria in areas with a high prevalence. It may

not be cost-effective to perform routine

screening forHCVwhere the prevalence of

this infection is low, but should be con-

sidered where the history or laboratory

tests suggest this possibility. Further

studies are needed to establish any definite

association, possible aetiopathogenic role

and the cost implications of screening and

therapy of HCV in chronic urticaria.
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We report the case of an adolescent girl

died from anaphylaxis to milk proteins

presumably due to a loss of tolerance

after an exclusion diet.

At 2 months of life she presented with

eczema and, from age 3, developed asthma

showing positive

prick test results

for milk, egg and

Dermatophago-

ides. She had

never been on a

restriction diet

and eczema and

asthma were

controlled by periodic topical steroid

treatment. A subcutaneous immuno-

therapy with a house dust mite extract was

performed from age 6 to 11 with good

asthma control.

At the age 11 she referred to a physi-

cian for the persistence of moderate

eczema. So far she had neither experi-

enced a systemic reaction, nor asthma to

foods. Prick test (5/22 mm) and allergen-

specific IgE measurement (18 kUA/l)

were still positive for casein, and a milk-

free diet was emphasized. The girl and

her parents strictly complied with the

dietary recommendation. Six months

later the eczema had not improved and

symptoms of immediate hypersensitivity

(asthma, angioedema, hurticaria)

appeared whenever she was exposured to

milk forcing the girl to continue the diet.

In the following years her allergic symp-

toms worsened with severe reactions,

requiring adrenaline autoinjector and
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Infective causes
including viral
hepatitis may be a
cause of chronic
urticaria. A girl with a previously

asymptomatic
sensitization to milk
presented a fatal loss
of tolerance after an
exclusion diet.
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admissions to the emergency department,

even after exposure to minute quantities

of allergen by skin contact or inhalation.

At the age of 18 she inadvertently

entered a dairy shop and inhaled milk

proteins experiencing a fatal reaction

(asthma, hurticaria, angioedema).

We believe that an inappropriate

exclusion diet had caused a loss of toler-

ance. Some reasons do not support the

possibility that this case could simply

reflect the natural course of severe food

hypersensitivity. The occurrence of

immediate-type symptoms to previously

tolerated food has been reported in adults,

but usually in these patients there is no

overt evidence of previous asymptomatic

sensitization. In the usual pattern of

allergy children might experience symp-

toms after few exposures. In our case the

temporal link between the diet and the

development of symptoms is suggestive

for a causal relationship between the two.

The immunologic risk of elimination diets

has been reported in the literature.

We found three papers involving 13

children with documented IgE hypersen-

sitivity who could all previously tolerate

the offending food before the elimination

diet induced the subsequent development

of immediate type symptoms (1–3). Evi-

dence suggests that exposure to large doses

of antigen might produce a suppression of

the specific IgE response, a model likely to

explain oral desensitization to food (4).

Therefore, the induction of a loss of

tolerance by interruption of exposure to

large doses of antigen is conceivable in

children with preexisting subclinical sen-

sitization. This is the first report of fatal

loss of tolerance after an exclusion diet

and the presence of asthma, a risk factor

for severe food allergic reactions, prob-

ably played a role. Incidence and hospital

admissions for acute anaphylaxis seem to

increase (5). Our hypothesis is that this

increase might be due, at least partially, to

the widespread and uncontrolled recom-

mendation of elimination diets.
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Starting from January 2002, the Euro has

become the official monetary unit of the

European Union

and has replaced

the various

national curren-

cies. It has been

recently demon-

strated that the 1 and 2 euro coins release

very high amounts of nickel, at variance

with the 50 and 10 cent coins. This has

been attributed to the peculiar bimetallic

structure of the 1 and 2 euro coins (that

are composed by a ring and a central

plate of different cupro-nickel alloys): the

bimetallic structure generates a galvanic

potential that is responsible for corrosion

and nickel release in contact with human

sweat (1). The release of nickel has been

found to exceed by about 300-fold the

limits recommended by the European

Union. Thus, it has been claimed that

handling Euro coins can lead to an

increase of the prevalence and severity of

contact dermatitis caused by nickel.

We attempted to test the hypothesis

that the current handling of Euro coins

has increased the rate of nickel sensitiza-

tion. This was performed by studying two

large groups of patients referring for

suspected contact dermatitis. The first

group was studied before the introduct-

ion of the Euro (i.e. before January

2002), and the second group from

January 2002, when the new currency

was introduced.

More than 1000 consecutive outpa-

tients suspected of contact dermatitis

underwent a patch test with the Euro-

pean Standard Series (2). All the patients

had an eczema strictly confined to both

hands. Patients pierced at any body site

were excluded from this analysis in order

to avoid a heavy confounding factor, as it

has been shown that the presence and

number of piercing increases the rate of

contact allergy (3). Demographic data,

working habits and the history of allergic

diseases were carefully recorded in all

patients. In particular, the patients were

screened by clinical history for the pres-

ence of one or more of the following:

hayfever, allergic asthma, atopic

Sensitization to nickel
did not increase after
the introduction of Euro
coins.

Table 1. Characteristics of the patients patch-tested before and after the introduction of euros

Before Euro After Euro P (v2)

Patients 753 292

Sex (M/F) 273/480 76/216 NS

Mean age 43 42.5 NS

Age range 15–81 14–82 NS

History of allergic diseases 122 (16.2%) 50 (17.1%) NS

Patch-test nickel positivity 202 (27%) 78 (26%) NS

Age range 15–76 14–72 NS

History of allergic diseases 39 (19.2%) 15 (19.6%) NS
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