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RATIONALE Figure 1: Mean Epinephrine C_,, based on TNSS after Rhinitis Induction

The pathophysiology of allergic rhinitis involves allergen-induced mast cell degranulation and subsequent release of
allergic mediators, including histamine and cytokines.

Figure 2: Study 1 (NAC)
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Study #1: 36 subjects with history of seasonal allergic rhinitis were exposed to one of the test tree or grass allergens
with the allergen dose determined at screening or a 3-hour OHIO Chamber exposure.”
Figure 3: Study 2 OHIO Chamber
Study #2: 36 subjects with seasonal allergic rhinitis were exposed to cedar pollen in the OHIO Chamber for three
hours.
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While the vasodilation and vascular permeability associated with allergic rhinitis are most apparent locally, the current download poster

findings raise the possibility that even the relatively minor subsequent systemic increases of allergic mediators that occur
following induced allergic rhinitis may have systemic effects. A mild systemic vasodilatory response following release of
allergic mediators may, in fact, elicit a sub-clinical decrease in blood pressure, causing the release of endogenous epinephrine
and a subsequent increase in heart rate, supporting the stabilization of blood pressure as well as relieving allergic symptoms.
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