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Abstract

Position statement: The Brazilian Society for Food and Nutrition (SBAN) bases the following position statement on a critical
analysis of the literature on the indications of a gluten-free (GF) diet. (1) There is insufficient evidence to assume that
healthy individuals would experience any benefits from the consumption of a GF diet. (2) Recent studies suggest that
gluten sensitivity may be confounded by sensitivity to low-fermentable, poorly absorbed, short-chain carbohydrates known
as fermentable oligo-, di-, and mono-saccharides and polyols (FODMAPs). (3) Epidemiological data supports that even
overweight celiac disease (CD) individuals fail to achieve weight loss under a GF diet. (4) Recent experimental data showed
possible deleterious effects of GF feeding on the intestinal microbiota of healthy individuals. (5) GF diets can be healthy for
the general population, as long as GF-processed foods are avoided, and the ingestion of other whole grains, and low-
energy-density vegetables is assured. This position statement has been externally reviewed and approved by the board of
the Brazilian Society for Food and Nutrition, and has not gone through the journal’s standard peer review process.
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Background
Among Western societies, nutrition has emerged as one of
the most prominent and attractive fields in biomedical sci-
ence. The increasingly high incidences of both obesity and
chronic diseases, along with the growing interest in esthetic
standards, are probably the main reasons why even non-
specialized individuals (who were not previously concerned
with the subject) are becoming “specialists” in general
health/esthetic strategies.
We understand that the search for knowledge in this area

is extremely helpful, as both health promotion and nutri-
tion education depend on public awareness in order to be
effective. However, because of the widespread dissemin-
ation by the general media, marketers, and food manufac-
turers, we now observe increased adherence to new
“fashion diets,” which are based on restrictive interventions
targeting weight loss and whole health improvement but
which are usually grounded in either empirical observations
or incomplete/inconclusive studies.
Following this trend of restrictive and monotonous diets,

we have observed the popularization of a dietary pattern
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previously accepted as treatment for celiac disease (CD) and
wheat allergy (WA), characterized by exclusion of gluten
from the patients’ diets (a.k.a. gluten-free (GF) diet) [1, 2].

Celiac disease
Celiac patients carry a genetic mutation that leads to gut
inflammation upon contact with peptides originating from
the digestion of gluten from wheat, rye, or barley. Gliadin
(one of the most common peptides found in gluten) is
transported to the lamina propria of the gut wall, indu-
cing a Th1 and Th2 immune response. As a result of Th1
response, T lymphocytes secrete a pattern of cytokines
that play an important role in vilositary atrophy and intes-
tinal crypt cell hyperplasia. In addition, Th2 response
stimulates B cells to mature antibody-secreting plasma
cells, which produce IgA antibodies against gliadin, trans-
glutaminase, and gliadin-transglutaminase complex [3].
The resulting morphological change in the brush border
leads to the defective absorption typically observed in
celiac patients [4–6].

Clinical presentation
There are three main clinical forms of celiac disease: clas-
sic celiac disease with typical symptoms, atypical celiac
disease, and asymptomatic or silent celiac disease [7].
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Classic celiac disease is characterized by chronic diar-
rhea, usually with abdominal distension and weight loss.
These symptoms are often associated with loss of subcuta-
neous fat, gluteal muscles atrophy, anorexia, emotional
lability (irritability or apathy), vomiting, and anemia. In
the atypical form, gastrointestinal symptoms are com-
pletely absent in approximately 40 % of affected individ-
uals. However, patients present relevant extraintestinal
manifestations, such as low height, iron deficiency anemia
refractory to oral iron treatment, vitamin B12 or folate
deficiency anemia, osteoporosis, dental enamel hypoplasia,
arthritis, intestinal constipation refractory to treatment,
delayed puberty, sterility, recurrent miscarriage, psychi-
atric disorders (depression, autism, and schizophrenia),
recurrent aphthous ulceration, elevated liver enzymes,
weight loss, and weakness.
The asymptomatic form is characterized by positive

antibody finding and pathological small intestine biopsy
in the absence of disease symptoms.

Diagnosis
As a general rule, serology and histological investigations
confirm the diagnosis in the majority of patients today. The
most important antibodies are anti-gliadin antibodies, anti-
endomysial antibodies, anti-tissue transglutaminase type-2,
and anti-deamidated gliadin [7]. In addition, it is important
to perform the biopsy of the small intestine to obtain at
least four fragments of the distal duodenum [7–9].

Non-celiac gluten sensitivity
Besides CD, several recent evidences summarized by
Mansueto et al. [10] and Czaja-Bulsa et al. [11] support
the existence of a “non-celiac gluten sensitivity” (NCGS).
In contrast to what happens in CD, NCGS patients ex-
hibit preserved intestinal barrier permeability with no
severe epithelial histological changes, but they still show
numerous other disturbances including small lympho-
cyte infiltration, and gut inflammation, when exposed to
a gluten-rich diet. However, NCGS is still a matter of
debate. Researchers from Monash University, Australia,
reported in 2011 that the positive effect of gluten-free
diet in patients with NCGS could not be fully explained
by a placebo effect [12]. Biesiekierski et al. showed that
irritable bowel syndrome (IBS) like symptoms of NCGS
was more frequent in the gluten-treated group (68 %)
than in subjects receiving placebo (40 %) [12]. Despite
that, in a second study with a more rigorous method-
ology, Biesiekierski et al. showed that there was no effect
of gluten in subjects with NCGS, suggesting that gluten
sensitivity might be confounded by sensitivity to low-
fermentable, poorly absorbed, short-chain carbohydrates
known as fermentable oligo-, di-, and mono-saccharides
and polyols (FODMAPs) [13]. FODMAPs could contrib-
ute to NCGS symptoms, at least those related to IBS [13].
Although FODMAPs are found in gluten-containing
grains such as wheat, rye, and barley, they can also be
found in gluten-free foodstuffs including broccoli, garlic,
onion, apple, and avocado. Peter Gibson, a gastroenter-
ology professor at Monash University of Australia,
and chief of this research group, in defense to criticism, he
said their only interest is the truth, and the truth they only
scratched the surface [14].

Treatment
Independent of the clinical condition (CD, WA or NCGS),
the basic therapy for gluten sensitive patients includes the
exclusion of wheat, rye, barley, and malt containing prepa-
rations. In addition, oatmeal should also be excluded be-
cause it is usually contaminated with wheat. Even if
confirmed to be pure, if oats are introduced into the diet,
there should be careful follow-up to monitor for signs of
clinical and serological relapse [15, 16]. There is some
evidence that a small number of patients with CD may be
intolerant to pure oats and develop an immunological
response to oat avenins. This could be related to a vari-
ation in toxicity of oat cultivars [15, 16].

Food manufacturers
Curiously, since 2004, gluten-free product sales have
been growing around 30 % a year, despite no such corre-
sponding increase in the incidence of gluten-sensitivity,
and no more rigorous or widespread care of patients.
This exponential increase appears to be due to a larger
demand created by the adhesion of non-gluten-sensitive
individuals to the GF diet [2, 17].
According to these individuals, the main reason to use

GF products is the premise that they are healthier than
their standard counterparts, helping with weight loss,
improving pathological conditions and gastrointestinal
discomfort. This premise has been supported and
exploited by food manufacturers and may have led to an
increased intake of processed GF products, which have
been commonly reported as nutritionally poor [18].

Recommendations
Therefore, despite sensitive improvement in CD pa-
tients, there is insufficient evidence to assume that
healthy individuals would experience any benefits from
the consumption of a GF diet. Recent studies have also
reported that gluten sensitivity might be confounded by
sensitivity to FODMAPs. Regarding weight balance, for
example, epidemiological data supports that even over-
weight CD individuals fail to exhibit weight loss under a
GF diet [19]. According to a study with school children
[20], there was an increase in body mass index (BMI)
and in obesity prevalence among celiac children after ex-
posure to the GF diet. It is important to note that GF di-
ets are frequently poor in whole grains and fibers, the
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intake of which is inversely proportional to BMI [21].
This could partially explain the source of the reported
weight gain.
Regarding gastrointestinal health, recent experimental

data showed possible deleterious effects of GF feeding on
the intestinal microbiota of healthy individuals [22]. Due to
the exclusion of foods containing wheat, there was a signifi-
cant decrease in the ratio of good to bad intestinal bacteria
in the stools of ten young adults, an outcome probably re-
lated to the lower intake of oligofructose and inulin, two
types of soluble fiber essential to the maintenance of a
healthy microbiota [22, 23]. Because of its prebiotic effect,
one can even affirm that whole-wheat flour intake by non-
gluten-sensitive individuals is associated with a reduced risk
of intestinal cancer, inflammatory conditions, dyslipidemias,
and cardiovascular disease.
Nevertheless, it is also important to note that GF diets

can be healthy for the general population, as long as GF-
processed foods are avoided, and the ingestion of other
whole grains, and low-energy-density vegetables is assured.
This does not, however, imply that gluten withdrawal is re-
sponsible for any of the possible benefits observed.
Finally, we reaffirm that the lack of solid scientific evi-

dence along with some epidemiological data suggests that
exclusion of gluten per se probably fails to improve overall
the condition in healthy subjects and that wrong planning
can even negatively affect the health of the population.
Conclusions

� There is insufficient evidence to assume that healthy
individuals would experience any benefits from the
consumption of a GF diet.

� Recent studies suggest that gluten sensitivity might
be confounded by sensitivity to low-fermentable,
poorly absorbed, short-chain carbohydrates known
as fermentable oligo-, di-, and mono-saccharides
and polyols (FODMAPs).

� Epidemiological data supports that even overweight
celiac disease (CD) individuals fail to exhibit weight
loss under a GF diet.

� Recent experimental data showed possible
deleterious effects of GF feeding on the intestinal
microbiota of healthy individuals.

� GF diets can be healthy for the general population,
as long as GF-processed foods are avoided, and the
ingestion of other whole grains, and low-energy-
density vegetables is assured.
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