' suspected, this must have been
disiributed in both diet sub-
sups. We attribute the positive clin-
‘differences to milk allergy. Chil-
at risk for milk allergy constituted
control group.”

“The speculation of Cantani et al
t the concentration of CB IgE in
I-1V groups is not accurate; pa-
with CB-IgE were equally dis-
ed in all subgroups.

R. WILLEMS
G. CasIMIR
Brussels, Belgium
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IRIN INTOLERANCE

ve several concerns about the
nt article by Dr. Andri, et al.! First,
re concerned about the use of the
rases “aspirin intolerance” and “as-
in scnsitivity.” Despite the “aspirin-
itive” title, the authors state, “The
ical symptoms of ASA-intolerance
bronchial asthma and/or rhinitis,
angioedema, and anaphylac-
d shock,” in the paper. They are
ribing 3 types of aspirin sensitivity_
aspirin intolerance. Aspirin intoler-
is less specific, and in our view,
Mould properly describe the gastroin-
testinal distress caused by aspirin,
Individuals with respiratory aspirin
nsitivity (aspirin-sensitive asthma)
Bave undcrlying chronic rhinitis, sinus-
nasal polyps and asthma and de-
P acute inflammation of the respi-
lory tract after ingestion of aspirin.
tancous aspirin sensitivity refers to
Bares of urticaria and/or angioedema
er ingestion of aspirin, generally in
'»pm?(:nts with chronic idiopathic urti-
¥ and angioedema. The third group
aspirin sensitive patients develop
.phylucloid (non-1gE mediated) re-
1ons. Although all of these “aspirin
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sensitive” patients react after taking as-
pirin and all cross-reacting substances,
the pathophysiology, prognosis and
treatment of these three currently rec-
ognized groups are different. A sepa-
rate group of patients develop IgE-
mediated anaphylaxis to a specific
nonsteroidal anti-inflammatory drug,
and do not cross-react with others, or
with aspirin.>?

Since all these groups, and maybe
more as yet unrecognized, were repre-
sented among the 429 subjects studied,
and only 22% of the subjects had
asthma as the “documented intoler-
ance,” and none of the reactions to
nimesulide were bronchospasm, we
arc not sure what this paper means for
our aspirin-sensitive asthmatic pa-
tients.

BERNARD A. FEIGENBAUM, MD

RoNaLD A. SimoN, MD

DonaLp D. StevEnson, MD

Scripps Clinic and Research
Foundation

La Jolla, California

REFERENCES

I. Andri L, Senna G, Betteli C, et al.
Tolerability of nimesulide in aspirin-
sensitive patients. Ann Allergy 1994;
72:29-32.

2. Manning ME, Stevenson DD, Mathi-
son DA. Reactions to aspirin and other
nonsteroidal anti-inflammatory drugs.
Immunol Allergy Clin NA 1992;12:
611-31.

3. Stevenson DD, Simon RA. Sensitivity
to aspirin and nonsteroidal antiinflam-
matory. drugs. In: Middleton E, ed. Al-
lergy principles and practice, 4th ed.
St. Louis: Mosby, 1993;1747-65.

Response :
“Aspirin intolerance,” is often used as
a synonym for “aspirin sensitivity.”’~¢
The main problem of aspirin-sensi-
tive patients is the availability of a safe
anti-inflammatory drug to be taken
when needed. Our results showed that
nimesulide is a safe drug in a very
large group of patients. In this study 94
patients were affected by documented
asthma after ingestion of aspirin. The
challenge test with nimesulide was
negative in all the subjects. We agree

that some paticnts have asthma after
the administration of one NSAID and
not after another. In order to study the
pathogenesis of the aspirin sensitivity
in these patients it is mandatory to
perform challenges with aspirin and
other NSAIDs. However the Consen-
sus Report of the Italian Society of
Allergy and Immunology on “Diagno-
sis of Drug Allergy” stated that the
skin test with aspirin is not indicated in
aspirin sensitive patients and the chal-
lenge test is allowed only for an alter-
native drug, but not for drugs known to
provoke possible acute asthma in these
patients.” Further, in our opinion, a
challenge with aspirin or other
NSAIDs is unethical in patients with
high probability of dangerous reactions
after the challenge.

The aim of our study was to deter-
mine whether a drug like acetamino-
phen can be administered safely to a
large group of aspirin sensitive pa-
tients. The very low frequency of re-
actions to nimesulide in our study sup-
ports the safety of this drug. The IgE-
mediated  mechanism in  aspirin
sensitivity is only hypothesized lack-
ing demonstration of aspirin-specific
IgE. An IgE-mediated mechanism is
only suggested for NSAID-induced
hypersensitivity pneumonitis.® Further,
although others have suggested an IgE-
specific pathogenesis, the results are
controversial since one study showed
aspirin-IgE-specific  antibodies  in
ASA-induced urticaria,’ whereas an-
other failed to find these antibodies.!
Other studies performed by De Weck
and Schwartz showed that impurities
in commercial acetylsalicylic acid like
acetylsalicylic anhydride, acetylsali-
cylsalicylic acid can evoke the IgE-
specific antibodies.!" These results,
however, have never been confirmed
in following studies. The IgE-specific
mechanism in aspirin sensitive asthma
is still very controversial.

Luict ANpri, MD

Servizio Autonomo di Allergologia

Istituti Ospitalieri di Verona

Verona

Italy
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