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Autism spectrum disorder (ASD) identifies a neurodevelopmental syndrome character-
ized by a complex etiology. It primarily affects the brain, but actually 5 to 80 % of the autistic
patients suffer from gastrointestinal (GI) symptoms and the existence of a link between GI dis-
eases and ASD has already been demonstrated. In this sense, fundamental are the morphologi-
cal alterations that affect the GI tract of autistic patients and the imbalance between the physi-
ological condition and the inflammatory /stressed one [1]. Moreover, also the goblet cell’s (GC)
content and the expression of sodium glucose transporter (Sglt-1 and -3) undergo changes in
mouse model of autism [2]. Starting from this background, the aim of this work was to evalu-
ate the role of melatonin’s (MT) supplementation in the gut of BTBR mice. These mice are con-
sidered a good ASD-like model because they present behavioral and psychological alterations
like those observed in patients with ASD. On the other side these mice showed also the typical
autistic metabolic pattern, showing insulin resistance, diabetes- induced nephropathy and phe-
nylketonuria [3].

Considering the important role of MT as antioxidant and considering the role that GC and
Sglt-1 and -3 have in ASD pathogenesis, we want to understand whether restoring the oxida-
tive balance in the autistic patient can also have an impact on the gut’s morphology and func-
tionality [4].

Gut morphology and GC’s content has been evaluated by histological staining, inflamma-
tion processes have been expressed considering some markers, such as SOD and CAT and Sglt-
1 and -3 expression has been studied by immunohistochemical and quantitative analyses.

Our data showed that: 1) GI tract from autistic mice presented an alteration in GC’s content
and in the number of inflammatory cells; 2) the morphological changes are linked to functional
alterations, represented by the different Sglt’s expression; 3) MT supplementation could work
on the stressed background restoring an oxidative balance and improving the clinical GI mani-
festations.

Despite these starting results, further experimental researches are needed to better evaluate
the molecular mechanisms involved in GI diseases in order to protect the gut morphology and
function reducing the number and severity of comorbidities that autistic patients often present.
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