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Nonsteroidal antiinflammatory drug (NSAID) and aspirin reactions remain commonplace' SpeciJic recommendations'oiì"iioiìlratia 
ipproachesio À3,)ilofNi;.q,nt ii patients with known hypusensitivitv to these-agmts are

àotiiii.-òìitt ,roiiiuity ora tnoiíiàaín oiflròi"i iirhin this sroup of agents. The advent of newer.svntheîic
",;;;;i;î;ià;í;,,;;i;:;:^;;;i-d,;;;;oy. ltii ikio,' ot lo.erin! reaaióniares. Frurbiprofm (Ansaid) is a new
íísA'iD tb;i;;;;;à;;int ày ríteumitotd àrtlri s and osteoanhriisl we report successful furbiprofm desmsíîizaîion
with inòremental oral challmge in a patient using this LgenL

throat itchiness with a cough within
ten minutes following administra-
tion of the 25-mg dose. This had
completely resolved by the time the
100-mg dose was given (except for
mild throat itchiness). The final
dose of 200 mg was administered
without any sYmPtoms or signs
noted. Throughout the challenge
and during her reaction at 25 mg
the vital signs, oxygen saturation by
pulse oximetry, and electrocardi-
ògram remained within normal lim-
its. Following the procedure the pa-
tient was observed in the intensive
care unit for 24 hours. The remain-
der of her hospital course was un-
eventful. She was discharged on
flurbiprofen, 200 mg/daY.

DISCUSSION
Flurbiprofen was recently released
for the long-term treatment of rheu-
matoid arthritis and osteoartllritis.
Its long halfJife and convenient
twice daily dosaging make it poten-
tially useful in improving -patient
compliance. It was chosen for that
reason in our Patient.

ASA/NSAID intolerance or idio-
syncratic reactions remain com-
monplace. Although the actual
prevalence of ASAASAID reac-
tions in the general population re-
mains unknown, in Patients. with
asthma, Stevensont estimates the
incidence at 8% to 20%.

The pathogenetic mechanism in-
volved in ASAASAID reactions re-
mains unknown. Following the dis-

CASE REPORT
A 32-year-old white woman with
severe inflammatory arthritis Pre-
sented to the allergy clinic for
evaluation of aspirin (ASA) and
nonsteroidal antiinflammatory drug
(NSAID) allergy. She rePorted ex-
periencing a reaction in 1981 con-
sisting of periorbital swelling, gen-
eralized itching with hives, followed
by a sensation of throat tightness,
dysphagia, cough, and wheezing.
This reaction occurred within 20 to
30 minutes of tolmetin (Tolectin)
ingestion. She recalls similar reac-
tions with zomepirac (Zomax) and
ibuprofen (Motrin) ingestion. She
furthermore rePorts exactlY the
same reaction with aspirin ingestion
ín t974. She denies using anY asPi-
rin or nonsteroidal antiinflamma-
tory drugs since 1981. She had
known allergic rhinitis but there was
no personal history of asthma, si-
nusitis, or nasal polyposis. Because
of the severity of her arthritis and
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the patient's reluctance to use other
classes of antiarthritic agents, her
primary care physician desired to
use a nonsteroidal antiinflamma-
tory agent in her treatment regimen.
We therefore planned to Perform a
NSAID desensitization/challenge
procedure.- 

The patient was electively admit-
ted to the medical intensive care
unit to undergo this Procedure be-
cause of her past history of life
threatening signs and sYmPtoms
with ASA/NSAID ingestion. she
was not taking any other medica-
tions at the time of administration.
She had no other medication nor
drug allergy history. The challengg'
was performed using flurbiProfen
(Ansaid). (This was the agent Pre-
ferred by the iiatient and rheuma-
tologist.) The oral challenge proce-
dure was performed as follows: flur-
biprofen at dosages of 1 , t0,25, 50,
100, and 200 mg was given at 30-
minute intervals. The Patient was
observed at the bedside bY a PhYsi-
cian throughout the procedure. She
was monitored continuouslY for
blood pressure, heart rate, respira-
tions, oxygen saturation through
pulse oximetry, and cardiac rhYthm
by telemetry. FlurbiProfen was ad-
ministered as a I mg/ml suspen-
sion, 25 mg/ml susPension, and
100 mgltablet.

The chatlenge was marked bY a
mild to moderate macular erYthem-
atous rash on her face, neck, and
upper trunk, and a sensation of
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covery that aspirin inlibits prosta-
glandin synthesis, Vane2 hypothesized
that a mechanism for hypersensitiv-
ity reactions to aspirin and aspirin-
like drugs particularly in subjects
with asthma, was that the tYPe of
prostaglandin predominantlY re-
leased in the lung was a bronchodi-
lator and aspirin selectively inhib-
ited its formation thereby promot-
ing bronchoconstriction. Parket'
suggested the possibility that the ar-
achidonic acid metabolism pathway
is involved with ASA/NSAIDS Pro-
viding a preferential diversion of
metabolites from the cyclooxygen-
ase enzymatic to the liPoxygenase
enzymatic pathway with subsequent
production of leukotrienes.

Szczeklika recentlY rePorted on
the cyclooxygenase theory of asPi-
rin-induced asthma mentioning
that "the idea that the attacks might
result from specific inhibition of a
single enzyme, namelY cYclooxY-
genase, has gained both exPerimen-
tal and clinical suPPort."

It is well known that not all Pa-
tients who ingest ASA/NSAIDs will
develop adverse reaction, implying
that other factors may be important
in the development of reactions to
these agents. Certain patient $oups
are associated with an increased risk
of adverse ASA/NSAID reactions
such as asthmatic Patients, or Pa-
tients with nasal polyposis. Stevenson I

has noted the existence of a quatrad
of ASA sensitivity, nasal polyposis,
rhinosinusitis, and asthma. This
complemented the classic observa-
tions by Samter and Beerss of the

"aspirin triad," which consisted of'
ASA sensitivity, nasal PolYPosis,
and asthma. Our Patient had a his-
tory of alleryic rhinitis only. Mathi-
son and Stevensonó Published rec-
ommendations on the indications
and methods for oral challenges
with NSAIDs in 1979.

With regards;PecificallY to flur-
biprofen, BossoT recently reported
on the use of a flurbiProfen Provoc-
ative challenge to confirm a sus-
pected flurbiprofen reaction in a pa-
iient with perennial rhinitis and
asthma. He and his colleagues were
able to demonstrate an aspirin cross
sensitivity/desensitization mecha-
nism in their patient with flurbipro-
fen.

We have demonstrated that de-
sensitization to a sPecifrc NSAID,
such as flurbiProfen, can be Per-
formed utilizing a slow incremental
challenge technique. Our Patient
did noi experience any signihcant
adverse reaction during the chal-
lenge. Our challenge was performed
in the intensive care unit setting due
to the severity of Prior ASA/NSAID
reactions experienced by our patient
and the known existence of cross
sensitization among these agents.ó'8
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