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» Airway samples collected from lung tissue were analyzed for MUC5AC mRNA expression
via gRT-PCR

Sheep studies

* Prior to treatment, pre-dose baseline airway responses of sensitized sheep to inhaled Ascaris
allergen were measured as described by Abraham et al, AJRCCM 1999

 Sensitized sheep received three weekly inhaled aerosolized doses of ADS-013 (ARO-
MUCS5AC) on days 1, 8 & 15 and challenged with Ascaris allergen on day 22
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