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he intestinal epithelium represents the widest interface of the whole

organism with the outside world and is equipped with powerful and
sophisticated mechanisms to help absorb nutrients and block the entry of
potentially harmful substances. Fundamental is the integrity of the intestinal
epithelium to maintain a health condition. An alteration or malfunction
of this organ can cause malabsorption of essential elements, with relative
organic deficiency, reabsorption of toxic substances due to food waste,
development, proliferation and potential invasion by pathogenic bacteria,
weakening of the immune system (1-4).

The microbial ecosystem, is strongly dependent, to the integrity of intestinal
mucosal layer, because the same layer is varying qualitatively, depending on
the areas of the intestinal tract, and changes in relation of the age, and is
submitted, by the influence of environmental factors, such as: incorrect food
habits. This last factor may produce a dramatically alteration of mucous
integrity layer, with a loss of adsorption and metabolic functions, when exist
a genetic predisposition. Recent researches on microbiomas have shown that
the influence of these bad habits in presence of particular genetic syndromes
extends far beyond the gastrointestinal tract by playing an important role in
the development and functioning of the central nervous system. In fact, the
microbial function, among other things, functions both as recognition and
synthesis of neuroendocrine hormones and produces neuroactive factors,
capable of communicating not only with the enteric nervous system but
also with the central nervous system. Indeed, it has now been established
that neurotransmitters such as serotonin, dopamine, noradrenaline,
acetylcholine etc. are among the substances produced by the bacteria, of
which the microorganisms possess the relative receptors.

The aim of my studies is to study the possible alterations of the mucins that
play a fundamental role in the formation and proper functioning of the
intestinal barrier. We are studying this process in relation to the presence of
symptoms present in autism and which may be related to proper alteration of
intestinal permeability. I refer to the phenomenon of so-called opioids like-
peptides. In recent studies it shows that some opioid peptides, as the beta-
casomorphin-7, pass through the encephalic barrier, binding to receptors, and
inhibiting the normal neuronal transmitter’s reuptake. The phenomenon
of the alteration of the intestinal permeability is always associated with
the change in the intestinal mucin expression, and with the increasing of
the concentration of MUC2 (gel forming). The same phenomenon occurs
in the oral mucosa, when is present the diabetes; there is an increasing
of the excreted mucins, MUC7 and MUC5B, with a modification of the
Spinnbarkeit, the parametric value of mucosal adhesion, with changing its
normal continuous layer, in a succession of bubbles, separated by channels.
So, for the similar properties, of MUC2 with MUC5B, and MUCT, the
alteration of intestinal mucosal layer, may facilitating the cycle of the opioid
peptides and the free radicals formation (Figure 1).

In autism the presence of a modification of normal intestinal mucous
layer, in the case involves, with a complex feed-back mechanism, a stream
of biochemical compounds that further alter central nervous structures.
It is possible restoring the conditions that are, underlying the intestinal
permeability, and inhibit the reuptake of opioid with hyperforin (5-7).
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Figure 1) The flow sheet of the consequences of alteration of intestinal layer
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