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Introduction what kind of food he is allergic to.

Food allergy is a common situation encountered by
allergy spemallsts. worIdW|de.. The term “food allergy”N tural History of Food Allergy
refers to adverse immunological reactions to food. Fooo?l _ ) ) )
allergy occur more among atopic individuals. Inciceof Food allergy isoften the first manifestation obety
food allergy varies between 5% and 7.5% of children amfd early childhood. The prevalence of food allergy pgaks
between 1% and 2% of adultghe diagnosis of food at 1 year (6% to 8%) of age and then falls progressively

allergy rests with the detection of food-specific IgE in th"til late childhood, after which the prevalence remains

context of a convincing history of type | hypersensitivity-Stable at 4%. Most food allergy is acquiredin the first 1 to

mediated symptoms after ingestion of the suspectacyears of lifé. Loss of food allergy is a variable process,
food or by eliciting IgE-mediated symptoms afteflepending on both the individual child and the Bjodfood

controlled administration of the suspected foogsently, 2/l€rgy- For example, whereas most milk allergy is

the only available treatment of food allergies jgutgrown over time, most allergies to peanuts and tree

le nuts are never lost. In addition, whereas some children
may lose their milk allergy in a matter of months,

. the process may take as long as 8 or 10 years in other

Although there has been a great concern in WeStecmlldF:en y g y

countries about food allergies, in India the prevalence o ' _ _ )

food allergy has not been systematically studied. ~ Once established in adults, food allergy is rarely

Unfortunately there is not much awareness about foGyred- The most common food ser_1$|t|vmes n a_alumlﬂde
hypersensitivity reaction in India. Indian fooddsite peanut, tree nuts, fish, and shellfish, all of which are most

complex and itis necessary for a high risk petedmow ©ften life-long.

dietary vigilance and administration of self-injaic
epinephrine.
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Pathogenesis of food allergy 8
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Food allergy is typically IgE mediated. Foods ent€eF cell, specific cytokines are produced. In thesrgjic
the gastrointestinal tract and undergo proteingdige and individual, the T cells will secrete increased amouiits o
then antigen (Ag) processing. Sensitization begins with-4, IL-5, and IL-13, among other mediators, aeduced
transit of relatively intact food antigens acrdmsihtestinal amounts of IFN-a and TNF-a when compared to that in
barrier. As the antigen-presenting cell presents Ag to tha individual who is not allergic. The T cell imuegulates
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eventual specific IgE production by B cells. Thggecific

IgE is attached to mast cells in the gastrointestinal tract,
skin, and respiratory tract mucosa. Subsequently, n
ingestion of the allergic food, in the allergicividual, the
protein is digested and the Ag binds the specific IgE on
the mast cell, causing activation of the mast wéth
mediator release at the mucosal site. Clinical symptoms

follow.

Table 1- Manifestations of food allergy

Gastrointestinal food allergies resulting from adee
immune responses to dietary antigens include immediate
gastrointestinal hypersensitivignaphylaxis), oral allergy
syndrome, allergic eosinophilicesophagitis, gastritis, and
gastroenterocolitis; dietary proteinenterocoljisctitis,
and enteropathy; and celiac disease. Additional disorders
sometimes attributed to food allergy include colic,

Target organ Ig-E Mediated disorder Non Ig-E Mediated disorder
Skin Urticaria Angioedema Atopic dermatitis Dermathierpetiformis
GIT Oral allergy syndrome Gastrointestina Proctdolinterocolitis
“anaphylaxis” Allergic eosinophilic Allergic eosinbitic
gastroenteritis Enteropathy syndrome Celiac diseas¢
Respiratory system Asthma Allergic rhinitis Heiner syndrome
General Food-induced anaphylaxis
Food-associated, exercise-induced
anaphylaxis

Over 90% of IgE-mediated food allergies in
childhood are caused by eight foods: cows milkshesyy,
soy, peanuts, tree nuts (and seeds), wheat, figh an
shellfist. In children, milk (casein, lactoglobulins) & egg
(ovalbumin, conalbumin) are the common agents ogusi
food allergy. In order of prevalence, the most commcn
food allergens at all age in western countries arescitr
fruits, tomato, egg, strawberry, soy, wheat anth.fis
Common food allergens among Indians are cashew nlg,
coconut, wheat, fish (especially shellfish), peanut, milk,
egg, meat, rice, etc. allergy to spices are rareptxoe
mustard and garlic.

gastroesophageal reflux, and constipation.
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Key Points about the role of Food Allergy in

Respiratory Disease:

1.

10.

1.

Acute food-induced respiratory tract symptoms are
typically accompanied by either cutaneous or
gastrointestinal symptoms.

Chronic, isolated food-induced respiratory tract
symptoms are uncommon.

Egg, milk, peanut, soy, fish, shellfish, and treesnut
are the most common food allergens confirmed tc
elicit respiratory reactions.

Allergic sensitization (positive tests) or cliaic
reactions to foods in infancy predict the later
development of respiratory allergies and asthma.

Food-induced asthma is more common in young
pediatric patients than in older children and adults.

Children with atopic dermatitis, especially thosi
food reactions confirmed during blinded food
challenges, are at increased risk for food-induce:¢
asthma.

Food-induced allergic reactions may increase
airway hyperresponsiveness in patients with
moderate to severe asthma and may do so without
inducing acute asthma symptoms.

The role of food allergy in otitis media, partady

in patients without other manifestations of atagy, (
atopic dermatitis, allergic rhinitis) is controversia!
and probably is extremely rare.

Asthmatic reactions to food additives can oceilr b
are very uncommon.

Respiratory symptoms, especially asthmatic
reactions, induced by food allergens are considered
risk factors for fatal and near-fatal reactions.

Asthma triggered after ingestion of particulayde

Recalcitrant or otherwise unexplained acute,rgeve
asthma exacerbations

Patients with asthma that is accompanied by other

manifestations of food allergy (eg, anaphylaxis,
moderate to severe atopic dermatitis)
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Heiner Syndrome

An example of a non -IgE-mediated adverse
pulmonary response to food is Heiner syndrSnihis
uncommon syndrome of infancy is characterized by an
immune reaction to cow’s-milk proteins with pretaing
antibody (IgG) to cow’s-milk protein resulting inlmonary
infiltrates, pulmonary hemosiderosis, anemia, recurrent

pneumonia and failure to thrive.
z

In the event of a previous life threatening reaction
or airway compromise

An allergic child with severe or poorly controlled
asthma

Reactions induced by traces or small amounts of
allergen, a strongly positive skin test, and difficult
access to emergency care—that is, families living
in isolated rural areas.

Prevention

Medical management of the manifestations of food

allergy using antihistamines and steroids are the next step

of management. (e.g., topical therapy for atopiodtitis,
inhaled medication for asthma, management of

anaphylaxis, etc). There is no evidence to support role of

immunotherapy or oral desensitization in treatroéfdod
allergy. However, for peanut allergy, immunotherapg
been tried and found to provide partial beAgfit
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Breastfeeding: Exclusive breastfeeding for 4—
6 months by favoring the development of gut flora
populations of bifidobacteria and lactobacilli. Perinata!
administration of Lactobacillus casei GG has bepoited

to reduce the incidence of atopic dermatitis, but not focd!
allergy, in at-risk children during the first 4 years of life.

Delay solid food:Introduction of all solids should

be delayed until after the age of 6 months, and the mare
highly allergenic foods — egg, peanuts, tree rarid,fish

— can be delayed for 2-3 years. Currently there is no
evidence for the protective role of maternal elimination
diets during pregnané&y

Future therapeutic options

Several novel treatments for food allergy are
currently under evaluation.

Sublingual immunotherapy The role of injectable
immunotherapy for treating food allergy is limitegcause

of the high risk of inducing anaphylaxis. By comstra
sublingual immunotherapy to food allergens mayeditteb
tolerated in children, although its clinical efficacy has no:
yet been clearly shown.
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