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Allergic asthma is a major complication of atopy. Its severity correlates with the presence of activated T
lymphocytes and hils in the bronchoalveolar lavage fluid (BALF). Mechanisms that protect against
asthma are poorly understood.

Based on oral models of mucosal tolerance induction, models using the nasal route showed that uptake of
important amount of antigen can induce tolerance and reverse the allergic phenotype.

Here we showed that intranasal treatment (INT) with ovalbumin (OVA) protects sensitized mice against
an OVA aerosol challenge by inhibiting inflammatory cell recruitment for an extended period of time.

OVA INT was also able to markedly downregulate Th2 cytokine production, including IL-10, upon allergen
challenge.

Respective role of inhibitory cytokines IL-10 and TGFB has been investigated.
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BALB/c mice were sensitized fo OVA by two intraperitoneal (i.p.) injection of 10ug alum-adsorbed OVA on days 0 and
14. Ten days later, mice were exposed for 20 min to 0.25% OVA aerosol every other day for 3 days. At day 38, mice
were infranasally freated (INT) with 1.5 mg OVA every day for 3 days. Ten days later, mice were challenged with
0.25% OVA aerosol.
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After OVA INT, a transient activation phase occurred, probabliy necessary for tolerance induction.
The OVA INT is efficient for an extended period of time and resists to a second set of OVA aerosol re-exposure

(data not shown).

Cytokines production and role of IL-10
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