
that postmenopausal women present a

significantly lower risk of developing

asthma than premenopausal women of a

similar age (4). In the same study,

replacement therapy with estrogens

increased the risk of asthma in a dose

dependent manner. In animal models, sex

steroid hormones have been shown to

influence the immune system by various

actions (5).

In this study, 74 BALB/c mice of

three weeks old (in the prebuberty) have

been used. They were separated into four

categories: Group 1 : 11 males, 11 females;

Group 2 : 10 males, 10 females; Group

3 : 10 males, 10 females; Group 4 : six males

and six females.

The mice in the Group 1 were injected

intraperitoneally with 5 mg of

progesterone every other day for two

weeks. The mice in the Group 2 were

injected intraperitoneally with 0.1 ml of

estradiol benzoate 0.1 mg + estradiol

phenylproprionate 0.4 mg + testosterone

isocaproate 4 mg + testosterone

proprionate 2 mg + testosterone

phenproprionate 4 mg, every other day for

two weeks. Injections were repeated with

0.1 ml of estradiol benzoate 0.25 mg +
progesterone 1.25 mg to the mice of Group

3 for the same period. Finally the mice of

Group 4 were injected with 0.1 ml of serum

physiological solution. The mice were

dissected two days after the last injections.

The cross-sections prepared from the lung

tissues were investigated by the light

microscopy.

The results were as follows. Group 1.

Male mice: In only one of 11 mice there was

a mild broncho-constriction with a heavy

peribronchial cell infiltration consisted

mostly of plasma cells, moderate

lymphocytes and lesser mast cells. There

were scattered areas of epithelial necrosis

in the lumens of bronchioles. The

remaining mice did not present any

inflammatory changes. Female mice:

There were not any inflammatory changes.

Group 2. No remarkable

histopathological features. Group 3.Male

mice: No remarkable histopathological

changes. Female mice: There were

peribronchial mononuclear cell

infiltrations in two of the mice. Group 4:

No inflammatory changes.

In animal models, sex steroid hormones

have been shown to influence the immune

system by various actions: by affecting the

structure and function of the thymus;

modulating the activity of B and T cells,

natural killer cells and phagocytic cells (6).

In human leukocyte studies (7,8) and in

animal studies (9) estrogens have been

shown to possess some anti-inflammatory

properties. Physiological doses of estradiol

significantly reduce the inflammatory

responses in castrated mice although the

percentage of polymorphonuclear cells in

peripheral blood does not change (10). In

our study, we intended to search whether if

we could stimulate any inflammatory

response in the bronchial tissues of

prepubertal mice by giving them high doses

of sex hormones. Our results do not allow

making an interpretation about the

inflammatory responses due to sex

hormones in the studied mice. The

inflammatory changes in three mice (one of

Group 1 and two of Group 3) may be due to

nonspecific environmental conditions. We

conclude that we need further controlled

investigations in this field.
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Allergy to peach
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M. Durá Calatayud, E. Burchés Baixauli,

J. M Bertó Salom, A. Sastre Sastre

Key words: bronchial provocation test;
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. A VARIETY OF high molecular weight

allergens of vegetable origin, such as

wheatflour or coffee bean, have been

reported to cause allergic respiratory

symptoms (1,2). As far as we know,

occupational asthma due to peach

inhalation, confirmed by specific

bronchial challenge, has not been

described in the medical literature. We

report a case of occupational rhinitis and

asthma in a factory worker, who handled

756



citrus fruits and fruits of the Rosacea

family (e.g. peach and apricot).

A 28-year-old woman smoker, with a

family history of atopy but no personal

history of rhinitis and/or asthma, was

studied in our department. Since

childhood she had urticarial symptoms

after peach ingestion. She had worked in a

fruit factory for

five years, using

latex gloves to

handle citrus

fruits (mainly

oranges) most of the time, and at the end of

spring also fruits of the Rosacea family

(mainly peaches and apricots). For

four years she had cough, wheezing and

dyspnea in the workplace, but only while

handling peaches or apricots (not other

fruits).

Clinical examination, chest

radiography and hemogram were

normal at the time of the study. Skin

prick tests with common aeroallergens,

pollens (including birch pollen), storage

mites and latex were negative. Prick-by-

prick tests with fruits of the Rosacea

family were performed and were positive

for peach and apricot. Histamine

phosphate at 10 ng/ml and normal

saline at 0.9% were used as positive and

negative skin test controls, respectively

(3). Total IgE was 16 kU/l. Specific IgE

serum antibodies were found to peach

and apricot (13.2 kU/l and 6.32 kU/l,

respectively, with levels under 0.35 kU/l

for other fruits of the Rosacea family).

Nonspecific bronchial reactivity was

assessed by methacholine challenge (4).

Specific bronchial challenge (5) with

suspicious allergen (peach) was carried out

to confirm the diagnosis of occupational

asthma, and was positive, with an

immediate response including nasal,

ocular and bronchial symptoms, and a

marked decrease (60%) in respiratory

parameters (FEV1) from basal values.

(Fig. 1).

Peach allergy has been described as a

common cause of fresh-fruit allergic

reaction in Europe, especially in the

Mediterranean area, as well as in the USA

(6). Our results imply that peach inhalation

can elicit not only IgE-mediated rhinitis

but also IgE-mediated asthma (7). Adverse

reactions to peach and other Rosaceae

fruits can occur after ingestion and by

occupational exposure. Patients with

adverse reactions to some fruits of the

Rosacea family are frequently sensitized to

one or more foods from this family (8), as

well as pollens. Members of the Rosacea

family have allergens with common

epitopes, which could explain cross-

reactivity between this fruit and certain

pollens like birch. (Major allergens of

apple, pear and birch pollen have

important structural similarities).

Our results suggest that food

inhalation not only elicits an IgE-

mediated response, but also that allergic

diseases can be considered as systemic

diseases (more than located ones). The

severity of reaction depends on the type

of contact with allergen: urticaria or

anaphylaxis if contact is produced by

ingestion, and rhinitis or asthma if

airborne particles reach the respiratory

system of a susceptible person.
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Fig. 1. Specific bronchial challenge induced severe bronchial symptoms with a marked decrease (60%) in

respiratory parameters (forced expiratory volume in one second: FEV1).

IgE-mediated asthma to

the fruit..
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