
 

 

Ain Shams University 
Faculty of Medicine 

Pediatrics Department 
  

Adverse Reactions of 
Food in Pediatrics 

 
  

Essay 
Submitted in Partial Fulfillment of a Masters Degree  

in Pediatrics 
 
 

By 
Leila Ahmed Abo Zeid El-Daba 

MB, BCh (2008) 
 
 
 
 

 Supervisors 

Prof. Dr.  Shereen Saad El-Sayed 
Professor of Pediatrics 

Faculty of Medicine 
Ain Shams University 

 
 

 

Dr. Rasha Hassan El-Owaidy 
Lecturer of Pediatrics 
Faculty of Medicine 

Ain Shams University 
 
 
 

Faculty of Medicine  
Ain Shams University 

2016 
 

  



 

 







 

 ةــار الجانبيــالآث
 دى الأطفالـام لـ للطع

 

 رسالة مقدمة 

 لشرط الحصول على درجة الماجستير  فى الأطفال 
ً
ايفاءا جزئيا

 
 

مقدمة من الطبيبة 
 ليلى أحمد أبوزيد الضبع

 2008 جامعة عين شمس - بكالوريوس الطب و الجراحة
 

 

تحت إشراف  
شيرين سعد السيدأ.د/   

أستاذ طب الأطفال 
 جامعة عين شمس - كلية الطب

 

  رشا حسن العويضي د/
 مدرس طب الأطفال

 جامعة عين شمس - كلية الطب
 

 

كلية الطب 
جامعة عين شمس 

 م2016



 

 

 

Acknowledgement 
 

Thanks and for most thanks to ALLAH, the merciful 

of all, who helped me for accomplishement of this work. 

I am extremely grateful to Dr. Shereen Saad El-Sayed, 

Professor of Pediatrics, Faculty of Medicine, Ain Shams 

University, for her sincere co-operation, continuous unlimited 

help also her accurate supervision through every step taken in 

this work and the most fruitful pieces of advice and 

continuous guidance during execution of this work.  

I wish to extend my gratitude and deepest appreciation 

to Dr. Rasha Hassan El-Owaidy, Lecturer of Pediatrics, 

Faculty of Medicine, Ain Shams University for her valuable 

assistance. 

 Finally, I wish to express my great appreciation and 

gratitude to my family for their support. 
 

Leila Ahmed Abo Zeid El-Daba 



  ABSTRACT 
 

 
-185- 

ABSTRACT 
Background: An adverse food reaction consists of any abnormal 

reaction to the ingestion of food or additives, and it can be either toxic or 
nontoxic Adverse reactions to food (AFR) in children are a source of 
increasing concern worldwide A toxic reaction results from the 
pharmacologic actions of a substance within a food. These reactions can 
occur in anyone who is exposed to the food and do not depend on host 
factors. These substances may be enzymes or any agent that could cause 
reactions in the body. Examples of toxic reactions include nausea from 
bacterial food poisoning, heavy metal poisoning, and itching and flushing 
from histamine ingestion as seen in scombroid fish poisoning Aim of the 
work 0T. 0TIs to review the classification of food adverse reaction in pediatrics 
and the prevalence, pathogenesis, clinical manifestation, diagnosis and 
management of each type as they are a source of increasing concern 
worldwide0T. from this study we can confirm that 0TAdverse reactions of food 
are classified into toxic and non-toxic reactions. Non-toxic reactions are 
either immune mediated or non-immune mediated. Food allergy is an 
immunological reaction to food with increasing prevalence due to multiple 
risk factors. It is either IgE mediated, cell mediated or mixed IgE and cell 
mediated. It occurs when the risky child exposes to some allergens and could 
be presented by anaphylaxis, skin, respiratory, CVS, GIT manifestations. 
Avoidance of the allergenic food is the main line of treatment. Food 
intolerance is a physiologic response to food. It includes metabolic disorders, 
idiosyncratic response and psychological disorders. It represents the majority 
of adverse reactions of food. 

Keywords; Adverce reaction ,  food poising ,  toxic reaction in pediatriac 
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Introduction 
 

An adverse food reaction consists of any abnormal reaction to the 

ingestion of food or additives, and it can be either toxic or nontoxic 

(Sicherer, 2011). Adverse reactions to food (AFR) in children are a source of 

increasing concern worldwide (Johansson et al., 2004). 

A toxic reaction results from the pharmacologic actions of a substance 

within a food. These reactions can occur in anyone who is exposed to the 

food and do not depend on host factors. These substances may be enzymes or 

any agent that could cause reactions in the body. Examples of toxic reactions 

include nausea from bacterial food poisoning, heavy metal poisoning, and 

itching and flushing from histamine ingestion as seen in scombroid fish 

poisoning (Sicherer and Sampson, 2006). 

Non-toxic food reactions can be subdivided into immunological (food 

allergy) and non-immunological (food intolerance); at the present these 

reactions are referred as: ‘non-allergic food hypersensitivity’ (Johansson et 

al., 2001). The occurrence of non-toxic reactions is highly individual, and 

depends on genetic, epigenetic and environmental factors, and adverse 

reactions generally do not occur in non-sensitive individuals even at 

relatively high exposures (Björkstén, 2005). 

Food intolerance refers to an adverse physiologic response to a food 

and may be due to inherent properties of the food (i.e. toxic contaminant, 

pharmacologic active component) or to characteristics of the host (i.e. 

metabolic disorders, idiosyncratic responses, psychological disorder), they 

may not be reproducible, and they are often dose dependent. It is believed 
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that food intolerance represents the majority of the adverse reactions to food 

(Sicherer and Sampson, 2009). 

Food allergy refers to an abnormal immunologic response to food that 

occurs in a susceptible host. Based on the immunological mechanism 

involved, food allergies may be further classified into a) IgE-mediated, which 

are mediated by antibodies belonging to the Immunoglobulin E (IgE) and are 

the best-characterized food allergy reactions; b) cell mediated when the cell 

component of the immune system is responsible of the food allergy and 

mostly involve the gastrointestinal tract; c) mixed IgE mediated-cell 

mediated when both IgE and immune cells are involved in the reaction 

(Sicherer and Sampson, 2009). 

The prevalence of food allergy is highest in infants and toddlers (6-

8%) and decreases slightly with age, affecting almost 4% of the adults 

(Pereira et al., 2005). In children, food allergy is the most common cause of 

anaphylaxis (Bock et al., 2001). Food allergy is the leading cause of 

anaphylaxis treated in hospital emergency departments in Western Europe 

and the United States. Food allergy alone in the United States appears to 

account for approximately 30000 anaphylactic reactions, 2000 

hospitalizations, and possibly 200 deaths each year (Yocum et al., 1999). 

Many studies in the past few decades have shown that although 40%-60% of 

parents believed their child’s symptoms are related to food consumption, 

only 4%-8% of children have symptoms reproduced by oral food challenges 

(Venter et al., 2006). 


