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limited, but the patient was advised not
to use them again because of the
eventual damage which could be induced
by repeated episodes of conjunctival
inflammation. Perhaps the application of
a more potent corticosteroid would have
blocked the eye’s reactivity, but it would
not have been a good therapeutic option.
The patient was advised to take
paracetamol and nimesulide. New COX-
2 inhibitors will probably be a good
alternative for this patient.
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o PANTOPRAZOLE is a substituted
benzimidazole which inhibits gastric
H*/K + ATPase of the parietal cells (1).
Clinical adverse events were recorded in
approximately 7.5% and were generally
mild and transient (1,2).

Between December 1998 and July 1999 a
45year old woman showed four episodes of
flushing, Quincke’s edema, dyspnea, low
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blood pressure and somnolence followed
by aloss of consciousness. Initially, the first
two events were classified as
China-restaurant syndrome because our
patient had eaten Chinese food before
showing any symtoms.

Additionally,
the patient
suffered from
gastric ulcers,
however, with
only slight
clinical
symptoms. Irregularly, in expectation of
an opulent meal, she had taken
pantoprazole.

In July 1999 she presented herself in
our allergy clinic. A food allergy or food
additive allergy was excluded by skin,
blood and provocation tests. The test
reactions in skin tests to pantoprazole
(patch test, prick test [4 mg/ml]) were also
negative. Following this initial test a
double blind placebo-controlled oral
challenge test was performed. Two hours
after ingestion of 20 mg pantoprazole,
she developed conjunctivitis, flush,
dyspnea, and a hypertensive reaction.
The challenge tests with the other
ingredients of Pantozol® were negative.

Furthermore we performed a cellular
antigen stimulation test (CAST), which is
useful in the differentiation of allergic and
nonallergic reactions to drugs (3). In this
case, pantoprazole was used in a
concentration of 1 mg/ml in the test with
following results: background:

200.25 pg/ml, stimulation control:
4816.75 pg/ml, C5a alone: 246.5 pg/ml,
pantoprazole: 888.8 pg/ml, CS5a +
pantoprazole: 1341.8 pg/ml. We observed
a more positive reaction when the drug
was applied together with complement
component C5a, which is considered a
nonallergic response (3).

Based on the patient history, the oral
challenge test and in vitro test (CAST) we
diagnosed a nonallergic anaphylactoid
reaction to pantoprazole (4).

The frequency of skin rashes induced
by proton pump inhibitors is less than
0.5% (5). Only a few cases of severe
allergic or nonallergic anaphylaxis and
erythrodermic reaction to omeprazole,
lansoprazole or the coating substances
were reported (5,6).

In addition Natsch et al. (2000)
reported two cases of generalized
urticaria anaphylaxis after ingestion of
omeprazole and lansoprazole in one

Consider reactions to
proton pump blockers
in suspected food

hypersensitivity.

patient and pantoprazole in another. But
in this report no oral challenge test was
performed (7).

Anaphylactic reactions caused by
proton pump blockers are very rare, but
can be life threatening. It is difficult to
make the diagnosis from the personal
history of the patient because related
symptoms often occur several hours after
ingestion due to the enteric coating of the
capsules.

We propose to include reactions to
proton pump blockers in the differential
diagnosis of food related intolerance
reactions.
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