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Severe anaphylaxis to pine nuts

T HE pine nut is the edible seed of Pinus pinea.
a conifer member of the gymnosperm class,

commonly encountered in Mediterranean countries,
the southwestern USA, and Mexico. Pine cones are
the source of pine nuts and produce up to 100 nuts
each. Pine nuts are increasingly used in the prepa-
ration of various dishes, particularly pastries, des-
serts, pasta, salads, and pesto sauce. The first
description of a hypersensitivity reaction to pine
nuts was reported in 1987 by Fine (1). Since then,
other cases have been identified and discussed
(2-6). Here, we describe three cases of severe
anaphylaxis to this food, which is increasingly
encountered in modem cooking.

• Each patient had a positive (histamine) and
negative control skin prick test (SPT). SPT reagent
was obtained from AUergopharma (Reinbeck,
Germany). Prick-prick test material was prepared
from fresh pine nuts crushed in NaCl 0.9% and
tested negatively in three healthy volunteers. Total
IgE and specific IgE to pine nuts were determined
by the CAP method (Pharmacia, Uppsala, Sweden).

• Patient 1. A 28-year-old chef presented general-
ized urticaria, swelling of the face, acute dyspnea,
and pulmonary collapse a few minutes after eating
a salad sauce containing pine nuts. Suspecting pine
nuts, he avoided this food and subsequently toler-
ated all other ingredients of the suspected sauce.
He also reported perennial rhinoconjunctivitis.
SPT were positive for Dermatophagoides farinae,
D. pteronyssinus, and cat dander and were negative
for pine tree pollen, the Swiss pollen mix (cereals,
grasses, trees), Brazil nut, chestnut, walnut, hazel-
nut, almond, and peanut. A prick-prick test to pine
nuts was strongly positive (mean wheal diameter
11 mm). Total serum IgE was 2472 kUI/1. Specific
IgE to pine nuts was 11 kUM (CAP class 3).

• Patient 2. A 35-year-old man presented two
severe episodes of anaphylaxis. The first occurred
after he ate a salad sauce containing pine nuts, the
second after eating of pasta with pesto sauce. On
both occasions, a few minutes after ingestion, he
presented generalized urticaria, facial swelling,
acute dyspnea, and pulmonary collapse. The

patient suspected pine nuts as the responsible
allergen because he tolerated all other ingredients
of the meals that preceded the anaphylactic reac-
tions. He also mentioned generalized urticaria
when eating Brazil nut. The history also revealed
perennial rhinoconjunctivitis. SPT were negative
for pine tree pollen, the Swiss pollen mix (cereals,
grasses, trees), hazelnut, almond, and peanut and
positive for Brazil nut, chestnut, walnut. D. farinae,
D. pteronyssinus. and cat and dog dander. A prick-
prick test with pine nuts was strongly positive
(mean wheal diameter 10 mm). Total serum IgE
was 1011 kUI/1. Specific IgE to pine nuts was 6.25
kUI/1 (CAP class 3); to Brazil nut, 4.1 kUI/1 (CAP
class 3); and to chestnut, 3.6 kUIA (CAP class 3).

• Patient 3. A 19-year-old man developed facial
angioedema, acute rhinoconjunctivitis, and asthma
rapidly after eating pasta with pesto sauce. He had
had a previous episode of contact and generalized
urticaria after handling pine nuts. He denied having
eaten pine nuts previously. All other ingredients of
the suspected meal had been well tolerated since

then. He also
reported acute rhi-
noconjunctivitis
after exposure to
cat. SPT were posi-
tive for cat dander
and negative for
Brazil nut, chestnut,
walnut, hazelnut,
almond, peanut,
pine tree pollen, the
Swiss pollen mixes
(cereals, grasses,
trees), dog dander,

D. farinae. and D. pteronyssinus. A prick-prick test
to pine nuts was strongly positive (wheal mean
diameter 12 mm). Total serum IgE was 242 kUI/1.
Specific IgE to pine nuts was 79.9 kUI/1 (CAP class
5).

In all three cases, the diagnosis of anaphylaxis to
pine nuts was established by history, prick-prick
tests with pine nuts, and the presence of specific
serum IgE to pine nuts. All patients were atopic
and presented clinical manifestations of immedi-
ate-type anaphylaxis upon ingestion of pine nuts.
Patient 3 also had contact and generalized urticaria
to pine nuts. The pine nut antigen or antigens
causing anaphylaxis have not t)een clearly deter-
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mined. Cross-reactivity between pine nuts from
different trees such as Pinus edulis (the antigen
used for specific IgE determination) and P. cembra
(nuts found in bird food used by bird fanciers) has
been reported (6, 7). But there has been no men-
tion of cross-reactivity between pine nuts and other
nut species (7), pine pollen, or pine resin (2, 4).
Patient 2 presented generalized urticaria when
eating Brazil nut and had positive prick tests for
Brazil nut, chestnut, and walnut. Patients 1 and 3
were asymptomatic and tested negative for other
nut species. The allergenicity of pine pollen is
controversial. Some authors classify pine pollen as
nonallergenic because of its large size, while others
believe it could cause allergy with sufficient expo-
sure (1, 4). Since these three patients were not
sensitive to pine pollen, it is unlikely that they
became sensitized by prior contact with conifers. It
is also unhkely that patients 1 and 3 became
sensitized to pine nuts by prior ingestion of other
nut species. Pine nuts are often hidden in food.
Thus, patients allergic to pine nuts should be aware
of their potential presence in pesto sauce, salad
sauce, pastries, desserts, and pasta. Pine nuts should
be classified as a food causing acute life-threatening
anaphylaxis. Allergy to it should be considered when
investigating anaphylaxis of apparently unknown
origin. Strict avoidance and the carrying of an
emergency kit with epinephrine (injectable and
aerosol) are presently the only recommendations.
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Detection of aspirin reactivity in
patients with pyrazolones-
induced skin disorders

PYRAZOLONES, One of the most widely prescribed
drug classes throughout the world, are fre-

quently involved in severe, unpredictable adverse
reactions. From an allergologie point of view, three
types of pyrazolones-induced adverse reactions can
be distinguished:

7) allergic reactions clinically characterized by
anaphylactic shock and/or urticaria, and by
tolerance of therapeutic doses of different
nonsteroidal anti-inflammatory drugs (NSAID)
(1,2)

2) pseudoallergic reactions, which can present as
asthmatic attacks or as acute urticaria/
angioedema (U/A), small amounts of chemically
unrelated NSAID inducing acute asthma or
U/A, respectively, in these patients, probably via
cyclooxygenase inhibition (1-3)

3) pathogenetically unclear skin and/or mucosal
reactions, as in Stevens-Johnson syndrome (SJS)
or toxic epidermal necrolysis, which can be
induced by both pyrazolones and NSAID.

Administration of full-dose aspirin (ASA) or other
NSAID in patients who experienced pyrazolones-
induced skin reactions might be hazardous. This
study assessed the prevalence of ASA intolerance
among patients who experienced pyrazolones-
induced skin disorders.

The study was performed on 91 subjects (M/F
25/66, mean age 37.5 ±15.6 years, range 10-81
years) seen at this allergy center between March
1992 and December 1996 for skin reactions un-
equivocally caused by the ingestion of one or more
of the following pyrazolones: noramidopyrine, pro-
piphenazone, or feprazone. Some 78, 12, and two
patients experienced U/A, SJS, and anaphylactoid
reactions, respectively. One patient experienced
both U/A and SJS.

On the basis of clinical history, two groups of
patients were distinguished:

1) Forty-six patients with clinical history of pyra-
zolones intolerance only (U/A, SJ, and anaphy-
laxis in 34, 11, and one case, respectively) who
underwent peroral challenges with AS.

2) Forty-five patients with clinical history of adverse
reactions caused by both pyrazolones and other
NSAID (ASA in most cases), 44 cases of U/A
(one associated with SJS), and one case of
anaphylaxis were recorded. Every possible effort
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