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Figure S1. IL-33 mRNA expression was higher in NSA patients comapred to SA and 

healthy controls. Healthy, severe and non-severe asthmatics BSMCs were cultured in medium 

alone for 24h and mRNA expression were measured in cell lysate (A). Data is presented as 

median fold change of healthy control relative to GAPDH/UBC expression. Data was obtained 

from 6 healthy, 8 NSA and 7 SA subjects. *P<0.05 vs ctrl. 



 

Figure S2. Confirmation of knockdown of pattern recognition recptors by siRNA. BSMCs 

were exposed to siRNA directed against TLR3 or RIG-I like helicases or to non-specific siRNA 

(scramble). Cells were infected with 1 MOI RV1B. mRNA expression of TLR3 (A), MDA5 

(B) and RIG-I (C). A representative western blot image of TLR3, RIG-I and MDA5 protein is 

shown (D). Data is presented as  SEM fold change relative to GAPDH/UBC expression. Data 

was obtained from 6 healthy, 7 NSA and 7 SA subjects. **P<0.01, ***P<0.001 vs 

scramble+RV1B. 

 

 


