Centre of Excellence for Nutrition
Dr. L Malan
Linda.malan@nwu.ac.za

Report on the 24th Annual Congress of the Allergy Society of South Africa

21 September 2015

Allergies in Pregnancy and Allergy Prevention of the Offspring (Allergy Prevention, Something Old,
Something New, Something Borrowed, Something blue)
Dr Claudia Gray (MBChB, FRCPCH (London), MSc (Surrey), Dip Allergy (Southampton), Dip
PaedNutrition (UK), PhD (UCT).
Many different factors have been suspected to cause the increase in the prevalence of allergic
disease in the past few decades. Even in South Africa, the prevalence is rising (Gray and Kung, 2012).
Maternal factors basically include genetic inheritance and behaviour; such as mode of delivery,
breastfeeding, age of introduction of foods, content of the introduced foods, microbial and
medicinal exposure. These exposures of the infant can directly influence the offspring’s
development of allergic disease or by altering the offspring’s epigenome and thus making him/her
more susceptible to being allergic.
For example, the increased washing of infants with soaps could increase skin permeability and
enhanced allergy exposure through the weaker skin barrier (Platts-Mills, 2015). In concordance, the
discovery of the role of fillagrin gene variants in children having eczema and becoming food allergic
and/or asthmatic later in life, strengthens this hypothesis (Venkataraman et al., 2014). Another
interesting recent observation, that food allergies are a rare phenomenon in societies in which
allergenic foods such as peanuts are introduced early, led to the concept that avoidance of food may
be detrimental (Du Toit et al., 2008). Furthermore, the old “hygiene hypothesis” are being revisited,
but it seems that the actual role player is the microbial diversity that the offspring is exposed to.
The role of the epigenetic changes due to environmental influences were highlighted by first
generation offspring of migrant populations having higher allergy rates than the local populations
(Koplin et al., 2012, Koplin et al., 2014).
Factors that seemed to have been ruled out as playing a role, is the later introduction of solids (from
17 weeks is thought to be ideal) (Burr et al., 1989, Group, 2004) and avoiding allergenic food during
pregnancy and lactation.
Breastfeeding is still recommended as an allergy preventing strategy and no formula milk has been
found to be more beneficial than breastfeeding as such a strategy. However, if breastfeeding is not
possible, evidence suggests that hypoallergenic hydrolysed cow’s milk based formulas with proven
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clinical efficacy should be used in high risk infants for the first 4 months (von Berg et al., 2013, von
Berg et al., 2003). There are not yet convincing evidence that probiotic and fish oil supplements have
beneficial effects.
Thus there seem to be multiple factors involved in the development of allergy in infants, and that
early exposure in the first few months and years is important, leading to either reactivity or
tolerance.

Up to date with coeliac disease and gluten sensitivity
Dr Cathy van Rooyen (MBChB, FCPath)
Reactions to wheat can be classified into intolerance, allergy or autoimmune disease, of which
coeliac disease falls under the latter. Coeliac disease is most common in Northern Europe with a
prevalence of 1:70 to 1:300. It is usually diagnosed between 10 and 40 years, depending on the
severity of symptoms, but a more serious infantile form also occur. Symptoms include flatulence,
diarrhoea and duodenal pain and are caused by damage to the villi of the small intestine. An
important disease association to take note of is miscarriage which can be prevented if coeliac
disease can be diagnosed before conception. First degree relatives should be screened and it should
also be kept in mind that coeliac disease patients have a higher risk for other autoimmune diseases.
If coeliac disease is diagnosed, a life-long gluten-free diet should be followed.
The disease is diagnosed by specific antibodies (tissue transglutaminase [TTG] and endomysial
antibodies [EMA]), genetics and a duodenal biopsy (Husby et al., 2012). The HLA-DQ2 allele is found
in 90-95% and the HLA-DQ8 allele in 5-10% of patients with coeliac disease. If these are negative,
wheat allergy or intolerance should be suspected.
Wheat allergy may present as food or respiratory allergy, food protein induced enterocolitis
syndrome (FPIES), contact urticaria, allergic eosinophilic gastrointestinal disease, co-factor induced
anaphylaxis or oral allergy syndrome (OAS). Wheat or gluten allergy is mostly caused by the Ώ5gliadin or W αβ-gliadin proteins. If clinical symptoms suggest allergy, skin prick tests or Immunocap
screening blood tests should be performed. If screening tests are positive, specific IgE should be
performed to improve clinical management. If IgE tests are negative, a CAST analysis should be
performed to determine if the allergy could be non-IgE mediated. However, these all confirm
sensitization and the only definitive test to determine a food allergy is a food challenge test.
It is important that both allergy and coeliac disease are diagnosed, since both of these lowers quality
of life and can be life-threatening.
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