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Transient Positive Celiac Auto-immunity.
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Abstract:

Celiac disease is unique as it is induced by a trigger (e.g. gluten) and resolves by excluding it from diet. However, a lymphocytic gas-
troduodenitis may be associated with a transient shift of celiac autoimmunity... Methods: 1st Case: A 3 year old girl is sent for (weakly
positive IgA anti-transglutaminase) celiac serology returning family screening. Duodenal biopsy found a duodenitis with Helicobacter
pylori without celiac disease stigma. She is put on triple therapy and monitored clinically and immunologically every 3 months. After
1 year of follow up, her panel of anti-transglutaminase and anti-endomysium IgA and IgG were all negative (with anti-deamidated
gliadin IgG and IgA made at 12 months, also negative). 2nd Case : A 13 years boy , followed for 4 years in private for failure to thrive
that would be due to celiac disease (positive IgA anti-transglutaminase serology but <20 IU / ml). Previous endoscopies with duodenal-
jejunal biopsy highlighted a partial villous atrophy without cryptic enlargement. Another histology is ordered and denotes a marked
giardiasis, leading to a 3 course treatment by metronidazole. Subsequent negativity of celiac serology (IgA and IgG anti-transglutaminase
and anti-endomysium) and the absence of genetic HLA risk allow free diet. Results & Discussion : Celiac disease (CD) can, by itself,
induce lymphocytosis along the digestive tract; but duodenal lymphocytosis are more than 80% of cases due to other etiologies that
gluten intolerance. Diabetes is also a highly prevalent cause of such transient positive autoimmunity without true gluten intolerance.
Most authors do not advocate gluten-free diet at first, but any confounding risk, (ie. genetic) makes mandatory a regular monitoring.
Conclusions: Enteric infections simulating celiac disease should rise the awareness of a possible transient celiac autoimmunity before

considering a definite diagnosis.
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